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A STATE-WIDE SMALLPOX SURVEY IN TENNESSEE 


By W.J. Breepina, M. D., Director, Division of Health Education, and E. A. LANE, M. D., 
Epidemiologist, Tennessee State Department of Health 

Smallpox has been more or less prevalent in Tennessee for a great 
many years, although it has not been present in severe form m 
recent years. In view of the increasing prevalance of the disease 
in 1923 and 1924 and the presence of a large nonimmune population 
in the State, combining to create a grave potential danger, the State 
Health Commissioner instituted a State-wide smallpox survey and 
educational and vaccination campaign early in 1925. The primary 
twofold purpose of the survey was to secure, directly from the field, 
specific information with regard to the smallpox situation throughout 
the State, and to bring the matter personally to the attention of the 
local civil and health authorities. 

Tennessee has an area of 42,022 square miles. It is long and nar- 
row, being 430 miles long (east and west) and 110 miles in width 
(north and south). It borders on eight States. .On the basis of 
population, resources, and topography, it may be divided into three 
sections—east, middle, and west. In 1920, the population as of 
January 1 was 2,337,885, about one-fifth of whom were negroes, the 
percentage of negroes becoming progressively higher from east to 
west. The State has 95 counties, ranging in population from 2,600 
(in the mountainous section of east Tennessee) to 58,000 (Hamilton 
County, exclusive of Chattanooga). In 1920, there were eight cities 
with 10,000 population or more, the largest being Memphis, with 
162,351. 

Chapter 519 of the Acts of 1905 provides for the notification and 
control of communicable diseases. Sections 8 and 9 of this act give 
to the local health officers and boards of health authority to adopt 
compulsory vaccination, without authorization by the State board 
of health, whenever such action is deemed necessary. Many cities 
and towns have ordinances requiring compulsory vaccination for 
school attendance, which, however, are not strictly enforced. Only 
a few counties—possibly not more than eight—have similar county 
regulations, which, for the most part, also lack enforcement. 

One of the writers (Doctor Breeding) was detailed by the State 
commissioner of health to make the field investigation and State-wide 
educational campaign. Preparatory to this work, data were collected 
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relative to the smallpox situation m the State and throughout the 
country. A questionnaire was prepared to record the data, and a 
mimeographed letter addressed to school-teachers was prepared to 
accompany a brief article on smallpox and vaccination. The teach- 
ers were requested to read the article to the pupils. The subject of 
smallpox was also given publicity in the newspapers and in Health 
Briefs, the monthly bulletin of the State department of health, which 
hada selected mailing list of over 4,000 persons, including all phy- 
sicians in the State. 

A short time after the conclusion of the survey, a general letter of 
warning concerning the smallpox situation and an outline of an ap- 
proved vaccination technique were sent to each health officer in the 
State. 

The field work was begun May 18, 1925, and between that date 
and October 23 each of the 95 counties of the State was visited and 
inquiry was made concerning recent and past prevalence of small- 
pox, the approximate immunity status of the population, the cost of 
past contro] measures, and provisions made for prevention and con- 
trol of future possible outbreaks of smallpox. With regard to the 
latter, special emphasis was placed upon the advisability of requiring 
all children to be vaccinated as a prerequisite for admission to school. 

The accompanying table presents data relative to the occurrence 
of smallpox in Tennessee during the period 1916-1925. 


Smallpor in Tennessee,“1916-1925 
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' 
1 Data are not available for computing rates for white and colored aay. The 1920 Federal census 
gave the population of the State as 1,885,993 white (80.7 per cent), and 451,7. oe (19.3 per cent). In 
1910 the per cent of total for whites and colored, respectively, was 78.3 and 21. 

? Admitted to the death registration area in 1917. 

3 Data not yet available. 

4 Nine years. 

® Rate for 9-year period. 

¢ Rate for 10-year period. 


Incidence, 1920-1924.—Of 80 counties from which the data were 
obtaimable, 67 reported 6,803 cases for the years 1920-1924, while 
13 reported no cases. The largest number reported for any one 
county was 1,268; the median number reported was 27. Informa- 
tion was not obtainable in 11 counties, and for 4 no data are given. 
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Incidence in 1925.—Of 81 counties from which the information 
was obtained for 1925, 45 counties reported 969 cases of smallpox, 
the largest number for any one county being 200 cases, the median, 
6 cases. Thirty-six counties reported no cases during the year. 

Approximate number of vaccinations, 1920-1924.—In 73 of the 
counties for which information was available there were reported 
110,932 vaccinations during the five years preceding the survey, the 
largest number for any one county being 15,000. The remaining 6 
of these counties reported no vaccinations. 

Cost of control measures, 1920-1924.—The total amount expended 
for medical service during the five-year period 1920-1924 for 38 of 50 
counties for which information was available was given as $30,922.75, 
the largest expenditure for any one county being $7,600. The 
remaining 12 of these counties reported no expenses under this 
head. 


SMALLPOX—TENNESSEE 
Case Rate per 100000 


YEAR 
1O16 
1917 
lolg 
1O19 
1920 
1921 
1922 
1923 

1924 
1925 








For special quarantine, 39 of 52 counties giving the information 
reported $13,399.18, the largest expenditure for any one county 
being $1,706. Thirteen of these counties reported no expenses under 
this heading. These expenditures are exclusive of the salaries of the 
health officers. 

Difficulties met with in enforcement of vaccination.—The sentiment 
of county officials regarding compulsory vaccination as a condition 
for school attendance in the absence of an epidemic was fairly evenly 
divided. Lawsuits as a result of complusory vaccination were re- 
ported for three counties. Sectarian opposition to vaccination was 
said to exist in seven counties. 
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The following were among the difficulties most frequently met with 
by the health officers in the enforcement of vaccination: 

1. Ignorance and exaggerated stories of bad results following 
vaccination. 

2. Opposition aroused by enforcing quarantine regulations. 

3. General opinion that the disease is mild and is less severe than 
the results of vaccination. 
Lack of aggressive support by physicians. 
Lack of support by officials of large industries. 
Lack of financial aid by county officials. 
Tendency and ability of certain classes to secrete the disease. 
False conception of personal liberty. 
. Opposition from certain religious sects. 

10. Tendency of some local officials to suppress any of 
outbreaks for commercial reasons. - 


OMNIS op 


RESULTS OF SURVEY 


First-hand information was secured regarding the smallpox situ- 
ation throughout Tennessee, the approximate number of immune 
persons, the cost of control ‘measures, the sentiment of the county 
officials and the general population with regard to vaccination, and 
the difficulties most frequently encountered by health officers in the 
enforcement of vaccination regulations. 

From an educational standpoint, the survey served to impress the 
gravity of the situation upon the local authorities and stimulated 
their interest. Although the expected increase in the incidence of 
smallpox over the previous year did not occur, had it occurred and 
had intensive control measures been necessary the educational work 
accomplished and the closer contact made between the State depart- 
ment and local health authorities would have greatly facilitated the 
enforcement of such measures. 


CONCLUSIONS 


Although the percentage of persons vaccinated in Tennessee is 
extremely low, it is believed that the State law empowering local 
boards to enact such vaccination measures as may be deemed neces- 
sary for the protection of the public is adequate for the time being. 
A State compulsory vaccination law, unenforceable in rural sections, 
might stir up such opposition as to hinder other health programs. By 
virtue of the present law, local officials have, in times of epidemics, 
enforced vaccination of contacts, of the inhabitants of a zone around 
the foci of infection, and of the school population with little or no 
opposition. 

Greater reliance should, for the present, be placed on educational 
measures to secure more widespread vaccination. While the State 
health department should keep the local authorities informed and 
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make suitable recommendations from time to time, with a State the 
size of Tennessee the ultimate solution of this problem, as well as of 
many rural health problems, would seem to lie in the extension of 
wholetime county health departments. Smallpox offers no serious 
problem to counties with such departments. 

There seems to be a growing sentiment in the medical profession 
of the State, and especially among health officers, that quarantine 
measures are often ineffectual and that persons refusing vaccination 
on the grounds of restriction of personal liberty or otherwise should 
not be compelled to subject themselves to quarantine restriction. 
It is argued that such a course would emphasize the importance of 
vaccination and encourage its practice. -Until, however, we can 
secure vaccination of all minors and irresponsible persons, until vac- 
cination is an equal protection against the most severe as well as 
the milder forms of the disease, and until vaccination becomes an 
absolutely reliable procedure, with the use in every case of a vaccine 
of unquestionable potency and the most approved technique fol- 
lowed by a careful reading and an accurate interpretation of the 
result, the elimination of the strictest possible quarantine is inad- 
visable. 














BENZOL POISONING AS AN INDUSTRIAL HAZARD 


Review of Studies Conducted In Cooperation with the Subcommittee on Benzol 
of the Committee on Industrial Poisoning of the National Safety Council 


By LEONARD GREENBURG, Associate Sanitary Engineer, Office of Industrial Hygiene and Sanitation, 
United States Public Health Service 


VI. INTENSIVE STUDY OF SELECTED INDUSTRIES WITH RESPECT TO 
FACTORY CONDITIONS AND POLLUTION OF THE ATMOSPHERE 
BY BENZOL 


A somewhat intensive study was_.made of a group of selected 
industries in which benzol was used, with a view to determining (a) 
the amount of benzol used and the precautions adopted in handling 
it, particularly the method of ventilation in force; (6) the resulting 
concentration of benzol in the atmosphere; and (c) the condition 
of the exposed workers as revealed by symptomatology and blood 
counts. The first of these studies were conducted during the summer 
of 1924, Mr. Dexter making the inspections and Doctor Shirley the 
clinical examinations. A second investigation was made during the 
winter of 1924-25, the writer making the inspections, and Doctor 
Shirley, Doctor Batchelor, and Doctor Herrman making the clinical 
examinations. The chemical tests were worked out and applied 
by the writer. 

The first questionnaire as noted above gave a preliminary list of 
84 firms using benzol. Later inquiries expanded this list to 104 
organizations representing 125 different plants. Of these 125 plants 
our investigators actually visited 94, the remainder being omitted 
either because they were situated at too great a distance or because 
from what we could ascertain by correspondence they did not promise 
to prove useful for our purposes. Of the 94 plants visited, we were 
permitted to inspect 78, and from these 78 we ultimately selected 17 
as suitable for intensive study. Five of these were later eliminated 
from consideration for various reaons, leaving 12 plants in which 
there was exposure of several or more workers to benzol vapors 
under conditions which might reasonably be expected to constitute 
a possible hazard; and in 18 different workrooms of these 12 plants 
detailed chemical and medical studies were made. 

(1516) 
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In each case the first step was to make a careful survey of existing 
conditions, using the inspection form reproduced below: 








PR ideinicat FIELD INVESTIGATION—BENZOL STUDY 

Bs ida nndetibatenattbeedhandinan IN, ncccisonkidabitienanbcment cae hicniiees 
Type of building. -.......... ES Se se Location ........... 
_ Oey 2 Se nnxdanedsabenetecinaldhannammatis PO een 

2. Ventilation: 
NS trees cite bets aitetihethedimnbenvedsiiglintidhtpybacuinktsdntplibinyiaipeldbeibels 
Ss Hid tadidndchdinncdigebntghndsumpuubtepladeninitibdntdhidnabeamngemntgesemsaentiiiaak 

3. Fumes and gases noticeable__....................------ © ES AP RRS LAS Ue REAR AAS ont 

4. Specific poisons: Benzol. How long used...............--- QE UBB igo higninc'd cat étenncadss 
FEE CORI os cnccdavcdicsoocans ees How distributed _............ 
Nature and description of use in the particular process_.............-.....-.-...---.---------- 
Se SI MINE o.oo Soko caéass Bemis eteensasulocdhahupiodeealntibcsdyadinbossatebbcadas 
Number-__-_-_- Slee... (Make sketch). Open_-_.- Covered » .... Portable. ......Fixed_..... 


What precautions are taken while cleaning tanks or receptacles? 
What other solvents used? 
Is room separated from other processes of manufacture? 


Air Test for Benzol 
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It will be observed that under heading No. 1 certain fundamental 
structural data are listed. Heading 2 deals with the ventilation in 
use. Headings 3 and 4 deal with the fumes and vapors in the atmos- 
phere and the shop conditions, which serve to bring about the pres- 
ence of such vapors. The air sampling data were recorded under 
item 4 also. 

Under heading 5 are grouped certain data which yield a rather 
general job analysis. Heading 6 provides for notes on fatigue, the 
purpose being an attempt tg clarify the relation between heavy or 
light labor and the incidence of benzol poisoning. And, lastly, 
item 7 is for any remarks considered of value to the investigator 
and not provided for elsewhere. In addition to filling out this form, 
the investigator prepared a series of notes on each of the plants 
studied, in greater detail than the form permits, and covering all 
those factors which may have had a bearing on the problem in hand. 

In spite of the fact that benzol vapors have for a long time been 
associated with serious cases of acute and chronic poisoning, one 
finds on searching the literature of this subject that only a very 
small amount of work has been done on the actual concentrations 
of benzol vapor in plant atmospheres. ° 

Harbeck and Lunge (102) showed that it was possible to recover 
benzol vapor quantitatively from air by absorption in a mixture of 
concentrated sulphuric and fuming nitric acids. The benzol is, in 
this case, converted over to dinitrobenzol and is determined as such. 
Lehmann (103) tested this method with weighed quantities of benzol 
and obtained a recovery of 92 to 95 per cent. He also used this 
method with certain paraffin oil modifications and obtained yields 
of 94.4 to 100 per cent. 

Using the method of nitrification for benzol determinations, 
Lehmann (3) found that 0.015 gram per liter (4,700 parts per million) 
produces listlessness and confusion after half an hour, and that 0.02 
to 0.03 gram (6,260 to 9,390 parts per million) for a few hours may 
cause loss of consciousness. In this same contribution Lehman (3) 
quotes some of the earliest, if not the earliest, figures for the benzol 
concentration in factory air. He utilized the method of converting 
the benzol to dinitrobenzol as described earlier and found 0.080 to 
0.094 milligram per liter (25 to 29 parts per million) in the air of a 
benzol washing plant, 0.11 to 0.16 milligram per liter (34 to 50 parts 
per million) in the air of a distillation plant, 0.19 to 0.34 milligram 
per liter (59 to 106 parts per million) at various stations in two 
benzol plants. 

Albaugh (32) quotes the limits of toxicity of benzine, benzol, and 
turpentine as follows: 

Benzine (naphtha, gasoline, petroleum benzine): 
0.02 gram per liter (6,260 parts per million) causes local symptoms. 
0.05 gram per liter (15,650 parts per million) is poisonous. 
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Benzol: 
0.015 gram per liter (4,695 parts per million) is poisonous. 
0.042 gram per liter (13,146 parts per million) will kill dogs in 20 
minutes: 
Turpentine: 
0.003 gram per liter (919 parts per million) causes local symptoms. 
0.006 gram per liter (1,878 parts per million) will poison healthy 
men in 1 to 4 hours. 

Albaugh does not cite the methods used for the determination of 
benzol or the source of these data. 

Major Elliot and Captain Dalton (104), in studying the problem 
of the concentration of acetone, alcohol, and benzene in air, rejected 
the method based on nitration of the benzol with subsequent reduc- 
tion, diazotisation, and combination with a naphthol to form a dye. 
This method was considered to be more complicated than Pfeiffer’s 
method (105), and for this reason Pfeiffer’s method was adopted. 
Elliot and Dalton passed the air through 15 eubic centimeters of a mix- 
ture of equal volumes of fuming nitric acid and strong sulphuric acids. 
By further chemical procedures, dinitrobenzol was recovered and 
dissolved in alcohol, which was then heated with a solution of stan- 
nous chloride and the excess titrated with N/10 iodine, using starch 
as an indicator. They found a minimum of 0.01, an average of 0.26 
and a maximum of 0.90 gram of benzene per million cubic centimeters 
of factory air. These figures, when converted, yield 3.1, 81.5, and 281 
parts per million, respectively. 

According to Hamilton (53), Pugliese (61) tested the air of the 
Milan raincoat factory in which three girl workers died from benzol 
poisoning one winter, and found that the air contained 1,000 parts of 
benzol per million. The method for the determination of benzol is 
not given. This quantity would, according to our experience, prob- 
ably yield cases of benzol poisoning. Pugliese feels that by allowing 
sufficient space for each worker and ample ventilation, benzol poison- 
ing should be easily avoided. He considered the conditions at the 
Pirelli works satisfactory, where each worker had over 1,500 cubic 
feet of space and over 1,600 cubic feet of forced air supply per minute. 

Doctor Legge (54) cites the results of benzol determination made 
in the atmosphere of a balloon fabric spreading room. In this case 
the quantity of benzol vapor in the air ranged from 210 parts per 
million in the middle of a corridor opposite a machine to 1,050 parts 
per million in front of a fan between two spreading machines at 
work. In the pneumatic-tire manufacturing room analyses showed 
2,800 parts per million with the windows open, whereas with the 
exhaust fan in operation a sample taken 18 inches from the work 
showed 800 parts per million. The method used for the determina- 
tion of the benzol vapors is not given. 
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One of the most complete papers dealing with the determination 
of benzol with which the present investigators are familiar is that of 
Tausz (106). The work of this investigation, carried on purely from 
the point of view of the chemical determination of benzol in coke 
oven and illuminating gas, is valuable because of the very extensive 
review of methods for the determination of benzol presented therein. 
Practically every suggested method for the determination of benzol 
is reviewed in this paper and the author concludes that the method 
of activated charcoal is superior to all others. Using less than 1 
cubic centimeter of benzol the author®was able to obtain a yield of 
from 91 to 93 per cent, and this in a relatively short time and by 
simple analytical procedures. 

In considering the methods for the determination of the benzol 
content of factory air the present investigation took into considera- 
tion all of the available literature, beafing in mind the fact that the 
method to be employed must be simple, the apparatus portable, and 
the analyses must be made in a comparatively short time. It was 
concluded that the activated charcoal procedure was the method of 
choice for the problem at hand. It is true that silica gel might have 
served the purpose; but with this substance it is necessary to use 
such precautions against the absorption of water vapor that it was 
decided not to use it. Before finally selecting the charcoal method, 
its accuracy was determined by vaporizing a weighed quantity of 
benzol and determining the increase in weight of the tube of activated 
charcoal. In these experiments there was recovered an average of 
92 per cent of the benzol introduced into the gas chain when sampling 
was conducted at the rate of 1 liter per minute. This means that 
the observed results are to be considered as approximately 8 to 10 
per cent lower than the actual existing conditions. A difference of 
this amount is, however, not significant from the standpoint of this 
investigation. It is not a matter of whether there are 90 or 100 parts 
per million of benzol vapor in the air, but rather whether there are 
50, 100, 200, 300, 500, 1,000, ete., parts per million present. When 
one bears in mind the fact that, under plant conditions, particularly 
in the summer season when windows are open and natural ventilation 
is good, the benzol vapor concentration in the workroom is subject to 
great and almost continuous variations, errors of 10 per cent are 
obviously of no serious significance. 

Since activated charcoal also absorbs a certain amount of moisture, 
it was necessary to take suitable precautions to render the sampled 
air moisture-free before passing it into the charcoal absorption tube. 
The finished apparatus (shown in fig. 1) consisted of a carrying 
case, 14 by 15 by 15 inches, provided with a series of clamps for 
holding three tubes, the first two of which were 10 inches by 1 inch 
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Fig. 1.—Apparatus for sampling vapors in the air. 1, Soda lime tube; 2, calcium chloride 
tube; 3, activated charcoal tube; 4, flow meter; 5, pressure regulator; 6, motor 
blower unit 
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and the last 6144 inches by % inch. The first tube was filled with 
soda lime for absorption of acid vapors, the second with calcium 
chloride for absorption of the water vapor, and the last tube with 
approximately 7 grams of 8 to 14 mesh activated charcoal. 

Before filling the absorption tubes, the charcoal was dried over 
night in a constant temperature oven at 105° C. and kept in a tightly 
stoppered glass bottle. It was found advantageous to cover the 
retainer plate of the charcoal tubes with a piece of fine mesh copper 
gauze, which served to prevent any large grains of charcoal from 
falling through the plate. The tubes were then clamped in position 
beneath the stem of a small funnel, and the lower end of the tube was 
connected to a large bottle (7 liters capacity) by means of a piece of 
rubber tubing. The charcoal was then dropped, by means of a 
spatula, into the small funnel, from which it fell into the tube. After 
filling the tube in this manner, the stopcock between the tube and 
suction bottle was opened and closed several times. This procedure 
serves to remove the fines from charcoal tubes, which were never 
“tapped”’ during the process of filling. The foregoing method is the 
standard procedure recommended by the United States Bureau of 
Mines for the preparation of activated charcoal gas absorption tubes. 

It was also found necessary to equilibrate the charcoal tubes before 
use. This process consisted in connecting six charcoal tubes in 
parallel by means of a manifold made of glass tubing and connecting 
the manifold to the outlet side of the calcium-chloride tube. A 
tube of cotton wool was also added in the air chain in front of the 
soda-lime tube. Compressed air was then passed through the chain, 
which was composed of the following elements: Cotton-wool tube, 
soda-lime tube, calcium-chloride tube, manifold, and six charcoal 
tubes. The compressed air, at the rate of approximately 6 liters 
per minute, was allowed to flow through the chain of one and one- 
half to three hours, and on the completion of this step the charcoal 
tubes were desiccated over calcium chloride and later weighed. 
After the tubes were equilibrated in this manner it was found that 
the aspiration of ordinary room air through the sampling chain 
failed to produce any significant change in the weight of the charcoal 
tubes. Prior to going into the field, a sufficient number of charcoal 
tubes were prepared in the previously described method and placed 
in the rack of the carrying case provided for this purpose. At the 
selected point of the workroom the sampling apparatus was set up 
and the outlet end of the absorption tube connected to a 7-liter 
aspirator bottle, previously filled with water, which, when allowed 
to flow from the aspirator bottle, drew air through the gas chain. 
After a sufficient volume of air had been sampled, usually 20 liters, 
the charcoal tube was removed from the chain, stoppered at the top, 
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plugged at the bottom, and returned to the rack. On returning 
from the field the tubes were dusted with a camel’s-hair brush, 
desiccated, and weighed, the increase in weight being taken to repre- 
sent the approximate amount of solvent vapors in the atmosphere 
sampled. In those plants using benzol as the only solvent, this in- 
crease in weight represents that due to benzol vapors only. 

It must be emphasized, however, that the method of analysis 
used is not specific for benzol, since the charcoal absorbs not only 
this substance but other solvent vapors as well. In the accompany- 
ing tables it is indicated whether other solvent vapors were present 
or not, and it will be noted that they were present in nine of the work- 
rooms. In these instances, then, the figures for atmospheric pollution 
include all solvent vapors and not merely benzol; but since these 
tests were made chiefly as an index of the protection against atmos- 
pheric pollution by the ventilation equipment present, the results 
are believed to serve the purpose in a sufficiently satisfactory degree. 

The general results of these studies on the extent of atmospheric 
pollution in workroom air are presented in Table 4. They cover 18 
different workrooms which are fairly representative of the various 
processes in which benzol is used in the rubber, patent leather, and 
artificial-leather industries, in wire insulating, dry cleaning, and 
sanitary-can manufacture. Of the 18 workrooms, 9 were provided 
with no artificial ventilation, 4 were equipped with local exhaust 
ventilation, 2 with general room ventilation, 1 with both local exhaust 
and general ventilation, and 2 with what amounted practically to 
an inclosed process. In two instances (room 27A and room 75B) 
but one determination was made in each workroom in summer. 
The other summer averages are generally based on two or three deter- 
minations. Summer records in room 75A and in plants 83 and 150, 
as well as all the winter records, are based on the average of 10 to 20 
determinations. 

It has been pointed out above that the absorption method used in 
this investigation for the determination of benzol fails to distinguish 
between benzol and other solvent vapors, such as alcohol, methyl 
acetone, ethyl acetate, and the like. For the purpose of studying 
the efficiency of ventilation, however, the total concentration of 
solvent vapors is entirely satisfactory, and it is indicated in the table 
whether such other vapors were present in addition to benzol. The 
figures for solvent vapors are, however, all computed in terms of 
benzol. 
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Taste 4.—General summary of results 
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i cinsm-enabeand o 750 340 Se ee eee eee 1 0 

$3..... Cement mixing.| O | 10,000 620  ) ee ees eee y 6 

| ate Lining. -......... L 450 180 360 400; 500; 280 /_....... 5 0 

95..... Dry wt @ 500 | 1,800} 4,140} 230 |_.._-.}..-...]-----}--2.2.. | 3 2 

150A ..| Coating......... L 1,000 90 130 Tt inamisliodacasbbhaaadaediandadil 1 1 

150B..| Cementing_--____ oO 50 100 120 oY Oe oe ees eee i) 2 


























1 O=none; G=genera! room ventilation; L=local exhaust ventilation; E=inclosed ee a 
tions were made of as many workers as possible. Air samples represent conditions general room 
air and of the air at the station of the worker. All samples were taken at the breathing Tove 

It will be noted that a wide variation in concentration of solvent 
vapors was observed, ranging from 0 to 4,140 parts of benzol per 
million parts of air. In six instances comparable data for winter 
and summer conditions were secured. In rooms 59, 61A, 75A, 78A, 
and 91 the winter figures are from 25 to 100 per cent higher than those 
obtained in summer, as one might naturally expect from the effect 
of decreased ventilation. In the case of room 61B the summer 
figures are higher than the winter figures because a hot mixing 
process, which was going on when the summer samples were taken, 
had been abandoned in the winter. 

A better idea of the significance of the results may be obtained by 
reference to Table 5, m which the average results of the air analyses 
are grouped according to the amount of solvent used and the character 
of the ventilation devices installed. 
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Taste 5.—Atmospheric concentration of solvent vapors in relation to amount of 
solvent used and ventilation procedures 














Average solvent va- 
Gallons i 
pors in air (p. p. m.) 
Group Work- | of benzol Ventilation 
room = 
Ww Summer | Winter 
150B  )) / |) aoe 
I 7) Se are ee |, awe 
27A SD Ee iictttnecatecnss, Sp isnceteusce 
Small amount of betizol used; no local 27B tT i eo clasesuteah | SE enaetenns 
ventilation. 59 Pt RE diwebsenetcccesd 
61A ( 1k eee 
61B See 2 Ses pec adshinccencees 
91  ()) 2S 
II 78A 1”) See 
150A DEE MG saksockboonensieal’; ‘h > Me becceeseee 
Large amount of benzol used; local 50A TRE DE ahacccthouneamseineecnas 
ventilation. 50B FR OT UU a See: 
75B Oe f ME cccctbncccccesl . He basccncsse 
\ 75A 4,200 | General and loca... _- 
il 95 BED PGametel..cccccaceccccal 1, GBD [.c-cocsse 
78B Te © i eickedecthnctinepadl EE Indeendeden 
Large amount of benzol used; no local 23 Sh Ra Te, | ee ee 
ventilation. 8&3 Pe Be ncncddhaseicnets - CEE Picccavens 




















Group I includes seven workrooms, each using 300 gallons of benzo) 
a week or less—one, 27B, provided with a system of general ventila- 
tion, the remainder with no artificial ventilation. In spite of the 
small amount of solvent used, the concentration of benzol vapors in 
the air was very high in the case of room 27B. Slickering of hides 
was the process carried out in this room, and the ventilation consisted 
only of general exhaust fans without hoods. This result (coupled 
with the data for room 95) confirms the opinion that this type of 
ventilation is distinctly unreliable. In the other six workrooms of 
this group there was no provision for artificial ventilation. In spite 
of this fact the benzol concentration in the air of five of the rooms 
(150B, 60, 27A, 59, and 61A) was fairly low in summer; but of those 
examined in winter (59 and 61A), both showed over 200 parts per 
million of solvent vapors. In rooms 60, 27A, and 61B the operation 
was a mixing process in which the extent of atmospheric contamination 
would naturally be less than in the case of cementing (150B), tire 
making (59), and insulating wire (61A). All that can be deduced 
from these figures is that, while the use of small amounts of benzol 
without ventilation may happen often to be associated with low 
benzol concentration in the air, such processes, even when confined to 
mixing, may at other times, particularly in winter, show marked 
atmospheric contamination. 

Group II isof particular interest. Here are seven workrooms 
using from 450 to 4,200 gallons of benzol per week, all provided with 
systems of local ventilation (or, in the case of rooms 50B and 75B, 
with what were practically inclosed processes). Room 91 (in a 
sanitary-can plant) showed high benzol figures even in summer. 
This room had a good local exhaust from the ovens, but the temper- 
ature of the ovens was too low for the speed at which the can ends 
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passed through, so that the warm metal still gave off much benzol 
vapor after it emerged. These hot can ends were permitted to 
accumulate in large numbers in the room, and largely to this cause 
is attributed the high benzol concentration noted in the air. Room 
75A was fairly low in benzol content m summer (130 parts per 
million), but high in winter (330 parts per million). This is a coat- 
ing room with an exhaust ventilation system which our observer 
reported to be improperly arranged and in which the air was subject 
to additional pollution from the coated cloth which was allowed to 
cool in the room after passage through a hot chamber. Rooms 50A 
and 50B were examined only in winter and showed high benzol 
contents (500 and 430 parts per million). In room 50A, four ma- 
chines for coating artificial-leather were provided with exhausts, 
while a fifth was not. In room 50B benzol was used in supposedly 
inclosed mixers, but maintenance was poor and much solvent was 
allowed to evaporate from open receptacles. Room 150A was a 
rubber coating room with local ventilation, but so operated as to 
threaten considerable atmospheric contamination; and room 75B 
was & mixing room m an artificial-leather factory. Both showed low 
benzol concentrations in summer but, unfortunately, they were not 
studied in winter. Finally, room 78A was a lining room in a sanitary- 
can factory with excellent local exhaust ventilation, in which summer 
analyses gave an average of 70 parts per million of benzol, and 
winter analyses (18 in number) an average of 90 parts per million. 
These last three plants, and particularly 783A, show what excellent 
results may occasionally be accomplished by leeal ventilation in the 
use of benzol. 

Finally, group III consists of four plants using 500 to 10,000 gallons 
of benzol a week without local ventilation. Room 95, a dry-clean- 
ing room, with general ventilation only, showed the highest aver- 
age (1,800 parts per million) and the highest maximum (4,140 parts 
per million) benzol content revealed in the entire study. In all the 
other three cases the atmospheric contamination was also high, even 
though two of the rooms (78B and 83) were used only for mixing 
processes. 

In general, it may be concluded from these studies of workroom air 
that rooms in which benzol is evaporated into the air without local 
exhaust. ventilation will, in most eases, show high concentration of 
the fumes in the air of the rooms. Where the amount of benzol 
used was small, this was sometimes not apparent in our analyses 
(rooms 150B, 60, and 27A); but in room 60 only two analyses were 
made and in 27A only one analysis was made. Mixing processes 
were carried on in both rooms. 

With ideal local exhaust ventilation, on the other hand, even large, 
quantities of benzol ean be used without heavy atmospheric contami- 
nation (78A, lining; 150A, coating; and 75B, mixing). 











July 23, 1926 1526 


VII. RESULTS OF MEDICAL EXAMINATION AND CLINICAL TESTS 
MADE TO DISCOVER EARLY SIGNS OF BENZOL POISONING IN 
EXPOSED WORKERS 


The examination of workers exposed to various concentrations of 
benzol in the atmosphere with a view to the determination of the 
extent of the existing hazard, is the crucial part of the investigation. 

It is obvious that the symptoms of chronic benzol poisoning are 
such as to be frequently overlooked in the absence of careful and 
systematic medical examinations and the 98 cases of poisoning 
reported by the industries studied must greatly understate the case. 
Fortunately we have in the blood picture an excellent test for the 
detection of poisoning in its very early stages, and chief stress has 
been laid upon this point in our studies. Altogether it was found 
possible to make blood tests on 81 different individuals exposed to 
the influence of benzol in the 18 workrooms studied. — 

Wherever possible, general physical examinations were also made 
and medical histories obtained of the workers in question; but in 
many instances this could not be done. For recording the data 
obtained in the history and physical examination, the form reproduced 
below was used. It will be observed that certain plant and occupa- 
tional data are first called for, followed by a list of the symptoms most 
commonly found to be of significance in the patient’s history. The 
reverse side of the card was used for the findings of the medical 
examiner, laboratory notes, and personal and family data. This 
card was found to be very well suited to the purpose in hand. 














FE SEE ee ee Prapauhctctitnseckideoubionweclin DR aseandcienkiicndetsebuncaminaee 
SS ee ee a ee ee ee ae) ee eee Se 
nD Oe ONT i ncnnocanccsnsetinndiatiinen a RE | Se ee 
PN ctbanccddcndbininnenddacckausl! Gebucsdasiecditceckadsubacubshtibascducuntanaanl 
RON i a ccyncnadaceuccothdntothistse Mtadedeidatcnbinbiedidshbodinbbiastissvibdbadiedd 
Onset: 
ivi. candhadlocckdetchcscibnndebensubes! EE RRS CEP EA Ss RCE a a BR te BE 
EE Re ee eee ic giticnintingendhetnddiass tucebtidnsdbbetiind 
II > aicineualsitinicangnndiondsintinidabiniinds EF ee Se ee 
Nt Dik cctvechncasontdinthbbadebon Hemorrhages (note place) _.-.....................--- 
EE ee ER Tee OH gt ET ee ee es ee ee. Ce 
Si dardcisktnnnbicctiantaghiaktbaddveianicnede Menstrual disturbances -......................--.--- 
SO eo ee ee  B ccccccrenscncicksnenmadibnessaaaeees 
ES Se ee ee ae Le ic cebdsdatinstbctbecdebttloddsann ei aa 
TT EE aR? SS EE ESE ES Se OE RR Eee 
GO. dtd nacacccadédanspeuvhecsibusintie eT ERED... cd. ctvanummueniecmpaetaniaemad 
Pl Riatintinnncesuningubaatiigniinhedidit PU isch dedcttisiedbdddisaSnhtidieiese 
SS eee. Ee i eininattadncnicetiaindntasindabing sm Saladin 
EIS EE oe ee ee ERE RE EA EL at 
EE a ee ee ae 0 SEER SE SESE Se, ee are 
Ee ee ee ee ae ee 
Changes of disposition ..................... Frequency of urination..........................-.-- 
ES: 5 LEAL O EE EE I ES Nocturia_ 7 
SE ae ee ST CN ceiieccudinothinnmncuthlitink sadrmeiegion 
Lack of concentration ...................... Behan dtc bnmecnsheontiiaiienmanttondichesdta 
ES ES Se ee natihdintaahtineninkol _ 
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[Reverse side of card] 





Findings: 
PU aca tk chities eenncvvucantéipamadeeécanieoéatabao EE NG eS ORE LT, ae Ee lene 


INI dh old dni wabinhecabndnagtantin th stes sien todeiiaegetnnonn wh dnkiienitebehiiaiaiahedll 
Sat hh Vielen cabsudinsbayesatigiesuashpeniihaddivnchobtnawene oSesgetten tate Cephpahinse cae 
PORN 5 cca scucccdacatneycgebeenhstdncbales te cabnccendécabhpibbicnnlonacthpaskunindtidets 


ee Goi ccnadsccussnucupscwpbecas teed ebtdpwhqantnrqusblanvthanicctiin dunpijinoip anata 
POS dn Sn cbc ccccdeccnbddjendiehbcdadbtcbhaakivntscblsntigabubaochonthd pubteueinadiotaianees 
} 


PR ons eens cbc ecdeeSuccanstonbasgucbonsshndtccsrésbiettguccurstbisnawidbisabdee pblenehadl 
Type of individual: | 


Family history of blood diseases, i. e.: 
pS IS 8 OR pS | Pe eee PEs idiccctdintitcbhactio’ 
CS Se aS ee ee ae Fe LS ee ie ee EE es SN Tee } 
OT et Fae eae Bes Se ee. EAL ee oe ee as 











As pointed out in the foregoing pages of this report, the change 
in the white blood cell count is by far the most important early sign 
of benzol poisoning. Normally, in health, the white blood cell count 
varies between 7,500 and 9,000 per cubic millimeter. As a lower 
limit in health, the figure 7,500 may be taken. In chronic benzol 
poisoning the count is reduced often much below this point and 
may reach an exceedingly low figure. In one case in the present 
investigation, in which the man remained at work, and his count 
was obtained while the usual routine study was being made, the 
white blood cell count was depressed to below 2,000. In attempting 
to fix on some definite standard for the white cell count which would, 
along with a history of exposure, be indicative of benzol poisoning, 
we decided that a fall of 25 per cent beiow the lower limit of the 
normal count of 7,500 (i. e., to 5,625) might be accepted as reasonably 
clear evidence of the condition in question. The interpretation 
of the blood picture was, however, not based solely on the total white 
cell count. Chronic benzol poisoning produces also a marked change 
in the relationship between the various types of white blood cells 
present. Ordinarily the polymorphonuclear white cells comprise 
between 65 and 70 per cent of all of the white blood cells, whereas the 
lymphocytes comprise but 20 to 30 per cent. In benzol poisoning 
the percentage of lymphocytes is relatively increased and that of the 
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polymorphonuclear leucocytes is markedly decreased. In making a 
diagnosis of benzo] poisoning these aspects of the differential count 
were carefully considered. 

This study had for its primary aim the correlation of the quantity 
of benzol vapor in the air with the clinical findings produced by the 
inhalation of this quantity of benzol. That such a correlation as 
this is not easily obtained was proved early in the course of the study. 
The quantity of benzol used in any plant may vary between very wide 
limits at different seasons of the year, and, moreover, in any given 
establishment the winter and summer concentrations of benzol may 
be, and, in most cases, are, widely different. An attempt was made, 
however, to overcome this condition by sampling the room air both 
in the winter and summer season wherever this was possible. The 
duration of exposure, too, has its obvious bearing on -the problem; 
and in this connection it is advisable to reiterate that a marked 
variation in personal susceptibility to benzol poisoning exists. It 
was found, for example, that of many persons employed for equal . 
periods of time in a plant using benzol, only a few will be found clearly 
positive; while in other plants the persons who are positive for benzol 
poisoning may have worked in the industry for a shorter period of 
time than those who are negative. 

In the summer of 1924 blood tests were made on 84 different work- 
ers, but 56 of these operatives while in plants using benzol were not 
exposed to a degree which would lead one to expect anything but the 
negative results actually obtained. These 56 tests have, therefore, 
been excluded from further consideration, leaving 28 tests made on 
exposed workers during this period. In the winter of 1924-25, 53 
more such tests were made, giving a total of 81 in all. 

In Table 6 is presented a summary of these findings for the 18 
workrooms studied, arranged in groups according to the amount of 
benzol used, the ventilation equipment, and the analytical results 
obtained. 


TasLe 6.—Summary of blood findings on examination of workers potentially 
exposed to benzol 









benzol in 
per million 


Ave 
air, 








I-A 


Small amount of benzol; no local ventila- 
tion; low benzol content in air. 


I-B 


Small amount of benzol; no local ventila- | 
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tion; high benzol caniant in air. 
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TasLe 6.—Summary of blood findings on examination of workers potentially 
exposed to benzol—Continued 


| 








| z 

| Average benzol in 

| air, parts per million 
Local | CoP a se ah 
ventila- ; | 
tion Number 
Summer | Winter jof persons —— 
lexamined, P° 


Blood findings 








II-A 


Large amount of benzol; local ventilation; 
low benzol content in air. 


1I-B 


Large amount of benzol; local ventilation; 
high benzol content in air. 


++++ +++ 


Ill 


amount of benzol; no local ventila- 
tion; high benzol content in air. 


























* 3 clinical cases, 1 fatal, since tests were made. 


In making a presumptive diagnosis on the basis of the blood exami- 
nations only those cases were considered positive which showed less 
than 5,500 white cells per cubic millimeter (as compared with a 


normal count of 7,500 to 9,000), except in a single instance (room 
150B), where a female cement worker with a border-line white-cell 
count of 5,800 was considered positive because of an exceedingly low 
red-cell count (2,800,000 red cells per eubic millimeter; hemoglobin 
49 per cent of normal). Many other individuals examined showed 
white-cell counts between 5,500 and 6,000, which would ordinarily 
be considered as suspicious, but were omitted and only the clearly 
outstanding cases were considered positive. 

From Table 7 it will be seen that 10 out of the 26 cases considered 
positive had a white-cell count below 4,000. The red-cell count we 
find less strikingly reduced than the white-cell count, only 10 of the 
cases being below 4,000,000. This is, of course, to be expected, since 
the red-cell count is usually affected considerably later than the white- 
cell count in the development of chronic benzol poisoning. In the 
early stages of this disease an abnormal stimulation of red-cell pro- 
duction may, indeed, sometimes be noted. 

More detailed data in regard to the blood picture of 13 of the 
cases considered as characteristic of early benzol poisoning are pre- 
sented in Table 8, which indicates the constant reduction of total 
white cells, the relatively increased proportion of lymphocytes, the 
reduction in hemoglobin, and the common, but not universal, redue- 
tion in red cell count. 

Figures for normal male and female blood counts are cited for 
comparison. 








July 23, 1926 1530 


Tas.e 7.—Distribution of blood counts in 25 individuals considered as presumptive 
cases of benzol poisoning 

















If 
Number | Number 
of cases || of cases. 
White cell counts: | Red cell counts: 
nl anced I} (CO, yxy 1 
SE Eh rncnatocenesccqusttiecs 2 | 1,000,000 to 2,000,000. .........-.----- i 3 
CO EE aa 7 | 2,000,000 to 3,000,000__........------- | 1 
hin ecotnadscinschingndiintnmenneninainell 7 to 4,000,000................. | 5 
er 9 4,900,000 to 5,000,000... ...........---- | 10 
|| 5,000,000 to 6,000,000..........----.-- 6 
il 





TaBLe 8.—Detailed blood counts on 13 workers exhibiting the picture of early 
benzol poisoning 
































{ 
“f | Eosin. | Trans. 
Plant code No. Hb. R. B.C. |W. B.C.) Poly. phocytes —— 

Per cent | Per cent | Percent | Percent | Per cent 

ERAN Shae 65 | 4,376,000} 5,300 5 3.5 1 0. 
Near ter ll 75| 4,400,000} 5,200 55 39 3.5 20 0.5 
Th ncdaccosscanbcsoosfocenacened Beebsccnesace ee See Seen Seen 
ASS ee Toe REESE PET a ERR ee ee Mee co ern 
PAN: 55 | 4,304,000} 4,667 55 36 50 i6 20 
Serer erUe 70 | 5,424,000; 6,140 47 47 | 3.5 0.5 LO 
et eae od | Serres | Ret ete SR 6 EP ont Vt Fre 
ls casted mene | ana a: }¢  \ earrares: mae vari ARN SPOR 
40 | 1,736,000| 3,600|.........-|.........- SCTE SOR 50R%. ae 
+ 4 pt eed 7. en .. OIE! SRR STR 
80 | 1,736,000; 4200 |... CERES ERS, STR NN 
SRE 23| ‘s00,000| 3,000|.......-..|........- RT ae TS Sa 
Wie taal 27 | 1,055,000} 1,480 58 36 | 50 i 00 
30 | 2100,000|  2i00|..... |... preseres IPS Po OEM 
29 | 1,365,000; 2200 “ 49 | 60 Lo) 0.0 
ER ae eae: 55 | 3,193,000; 3,100 50 30 1.5 | 7.0| 15 
Saat ae 70| 4,968,000| 3,600 47 41 | 0.5 | 80 | 20 
Normal male.....-- 90-110 |{ 5 on oer; 7500) 65-70 30 2} 81-2 2-4 
Normal female__._- 50-100 { Soon coat 7,500} 65-70 »| 1-2 1-2 24 











It may be of some interest to present in some detail one or two 
cases of benzol poisoning which have come to our attention during 
the course of this study. 

Case S. C.: A tire builder in a rubber-tire factory. Entered 
hospital May 20, 1924, with a complaint of weakness, dizziness, 
slight cough with shortness of breath, and palpitation. During three 
weeks prior to hospital entry, patient developed bleeding gums and 
severe nosebleeding. “Loss of ambition” and “sleepiness” were 
also stressed by the patient. Physical examination revealed pallor, 
pale gums with gingivitis, and fading brownish purpuric spots on 
thighs; the essential findings on study of this case were as follows: 

Blood studies showed Hb., 30 per cent; R. B. C., 1,200,000; color 
index, 1.2; W. B. C., 1,800; platelets, 45,000. 

Blood smear: Size and shape of red cells markedly uniform and 
regular for such a severe anemia. A few fragmented cells and a rare 
poikilocyte is seen. Slight polychromatophilia. 

Gastric analysis, test meal: Total acidity, 56 per cent; free HCl, 26. 
A diagnosis of aplastic anemia, due to chronic benzol poisoning, 
was made. 
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Patient remained in hospital for five weeks. Had slight bleeding 
from gums after admission. Received two blood transfusions with 
marked symptomatic improvement. Discharged June 25, 1924; 
condition improved; to return for later transfusion. Blood count 
at discharge showed R. B. C. 2,280,000; Hb. 45 per cent; W. B. C., 
1,800. . 

Case J. C.: A worker in a wire-insulating establishment; entered 
the hospital on May 18, 1924; complaining of progressive weakness for 
the past three months, with severe nosebleed, gastric disturbances, 
dyspnea, palpitation. Increasing pallor and yellowness of skin 
were observed by the patient. Neurological symptoms were lacking. 
A similar although milder attack was suffered by the patient about 
four years earlier while he was employed in the same factory. 

Physical examination revealed only the presence of a distinct 
lemon yellow colored skin and hyperactive reflexes. The blood 
examination disclosed a negative Wassermann reaction. A diagnosis 
of chronic aplastic anemia, due to chronic benzol poisoning, was 
made. The chronological history of this patient’s blood follows: 























Date R. B. CO. | Hb. W.B.C.) Polys. | Lymph. Remarks 
Per cent 

Mar. 21, 1924. _-.- 680, 25 1, 100 40 55 
Mar. 22, 1924.....- 1, 120, 000 BD Uvchécerageiamstihcyababiaiesd 14% hours post transfusion. 
Apr. 3, 1924.......| 1, 296,000 35 | SEER ARs eee 
Apr. 5, 1924_...... 1, 520, 000 40 e  ) OSE Rae 20 hours post transfusion. 
May 2, 1924....... 1, 600, 000 30 1, 600 32 60 
May 7, 1924_....-.- 1, 760, 000 e 40 1, 400 60 39 | Post transfusion. 
May 17, 1924_._--- 2, 112, 000 40 1, 800 47 49 








The patient was discharged after spending 57 days in the hospital 
and was ordered to remain away from the benzol atmosphere and to 
return to the clinic from time to time for examination. 

It was found possible to obtain detailed clinical histories for only 
9 out of the 26 individuals showing a blood picture characteristic of 
early benzol poisoning. The results are presented in Table 9. 


TABLE 9.—Symptomatology and physical findings on nine cases of early benzol 
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Pallor and dizziness were the most common symptoms, and five of 
the nine gases showed. groups of symptems which, on a careful 
medical inquiry, might have aroused suspicion of poisoning (case 1— 
constipation, dizaimess, pallor; ease 4—headache, dizziness; ease 5— - 
dizziness, pallor, spongy gums, poor nutrition ; case 8—loss of appetite, 
gastric disturbance, nosebleed; case 9—loss of appetite, headache, 
dizziness, pallor, spongy gums). In general, however, the chief 
result of the examination of this small group of cases is to indieate 
that benzol poisoning may proceed for a eonsiderable length of time 
and may produce marked changes in the bloed-cell count of the 
patient without leading to any symptoms obvious enough to indicate 
to the patient that anything is wrong. Yet the relation discussed in 
a preceding section between low blood counts and susceptibility to 
microbic imfection clearly indicates how serious such. a condition 
may be. 

Considering, then, the most important index of early benzol 
poisoning—reduction in the white-cell count—the results obtained 
(as indieated in Table 6) are distinctly disconcerting. In Group IA, 
which includes plants using small amounts of benzol and showing 
reasonably low concentrations of benzol in the air in summer, although 
lacking any provision for loeal exhaust ventilation, 3 out of 12 men 
examined showed the blood picture of chronic benzol poisoning. 
In Group IB, which mcludes rooms with small amounts of benzol 
in use, but without local exhaust ventilation, and showing high 
benzol concentration in the air, 8 out of 24 men examimed gave 
positive results. . 

In Group ITB, with large amounts of benzol in use, and with local 
ventilation systems proved inefficient by high analytical results, 3 
men out of 22 gave a blood picture characteristic of benzo! poisoning; 
while in Group TIE, where large amounts of benzol were used without 
exhaust ventilation and with high contamination of the air, 10 out 
of 19 workers gave positive results. 

There remains for special consideration Group LEA, which should 
furnish the crucial test of the benzol hazard under the most favorable 
possible conditions. Here large amounts of benzol were used, but 
with local exhaust systems so efficient that our records show averages 
of 105 parts per million or less. It is most unfortunate that we 
were unable, after repeated efforts, to secure permission to make 
blood examinations in room 78A (a sanitary can factory). In room 
150A (a coating room) there was only one worker exposed to the 
fumes. He was positive, with a white count which fell progressively 
from 9,300 in October, 1924, to 5,500 in May, 1925, and to 4,700 in 
July, 1925. His red count remained over 4,000.000. In room 75B 
three men were exposed to benzol fumes (only 105 parts per million 
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of benzol in the air, as a result of excellent exhaust ventilation) ; 
but one of the three proved positive, with a white-cell count of 4,250 
and a red count of 4,260,000. Even with exhaust ventilation of a 
good type giving average atmospheric benzol concentrations of less 
than 100 parts per million, the hazard from the use of benzol is 
evidently not entirely removed. Furthermore, our studies indicate 
that such excellent systems of ventilation are rare. Under the 
conditions in which benzol is actually used in industry to-day we 
have found that out of a total of 81 exposed workers examined, 26 
showed a blood picture so characteristic as strongly to suggest benzol 
poisoning. We are forced to conclude that the use of benzol (ex- 
cept in inclosed mechanical systems), even when the workers are 
protected by the most complete and effective systems of exhaust 
ventilation, keeping the average concentration of benzol in the work- 
room air below 100 parts per million, involves a substantial hazard. 
Every possible effort should, therefore, be made to develop the use 
of substitute solvents of a less toxic nature wherever this is possible. 


CONCLUSIONS IN REGARD TO THE USE OF BENZOL IN INCLOSED 
SYSTEMS 


As pointed out above, benzol is used in industry under two more 
or less distinct sets of conditions. In the manufacture of benzol 
from coal and coal tar, in the blending of motor fuels, and in the 
chemical industries the solvent is necessarily handled in closed con- 
tainers and pipe systems. Here chronic poisoning is unlikely to 
occur and the chief hazard arises from acute poisoning due to care- 
lessness in the cleaning of tanks, breaks in the apparatus, and similar 
accidents. 

With regard to this type of process it seems certain that with 
proper care in construction, maintenance, and operation, the use of 
benzol can be made sufficiently safe to warrant its employment. 
It is true that fatal accidents have occurred, and will no doubt 
continue to occur, in such processes, just as such accidents occur, 
and will continue to occur, from the use of steam boilers. The 
danger is, however, in both instances a controllable one, to be met 
by careful attention to safety provisions and not by the abandon- 
ment of the use of the substance or device in question. 

The chief measures of protection which should be enforced in 
industries of this type are— 

(a) Regular and systematic inspection of apparatus to insure 
against breaks or accidental leakage. 

(b) The greatest possible care in freeing tanks or other receptacles 
which have contained benzol from all traces of the substance before 
they are entered for cleansing or repairing. 
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(c) The protection of workers entering inclosed spaces likely to 
contain benzol fumes by the use of positive pressure air helmets or 
hose masks; and the conduct of all such work by teams of two or 
more men who are familiar with the dangers involved. 


CONCLUSIONS IN REGARD TO THE USE OF BENZOL AS A SOLVENT 


In the rubber industry, in artificial-leather manufacture, in sani- 
tary-can manufacture, in dry cleaning, and in the use of paints and 
varnishes benzol is employed as a solvent or vehicle under condi- 
tions which, almost of necessity, permit more or less evaporation of 
the solvent into the atmosphere. Here there is relatively little 
‘danger of acute benzol poisoning but very great danger of chronic 
poisoning, arising from prolonged or repeated exposure to the fumes. 

In order to minimize such hazards as far as possible, there are 
two general types of precautions which should be taken, tending, (1) 
to decrease the degree of exposure and (2) to detect and control 
incipient poisoning in its earliest possible stages. 

(1) To diminish exposure, inclosed processes should, of course, be 
used wherever possible, and whenever containers are cleaned or ap- 
paratus repaired the special precautions discussed in the preceding 
paragraph dealing with acute poisoning should be observed. Wher- 
ever employees are likely in the course of their work to be exposed 
to benzol fumes, as in the ordinary solvent and evaporative proc- 
esses or in handling the products of such processes, they should be 
protected by the most effective local exhaust ventilation designed 
according to the following general principles: 

(a) Where benzol is evaporated at room temperatures air removal 
by local exhaust ventilation with down draft is recommended, al- 
though in certain inclosed processes direct ventilation (from the 
inclosure) with upward draft may be indicated. 

(6) Where localized heat is applied m the evaporation of the 
benzol, hoods or inclosures should be provided with up-draft local 
exhaust. This draft should be sufficiently intensive and applied so 
closely to the point of origin of the evaporating benzol as to insure 
the complete removal of all of the benzol before the heated surface 
is removed from the hood or inclosure. This recommendation deals 
with specific processes where sufficient upward air movement is 
created by the heated surface to overcome the natural density of 
the benzol vapor. 

Masks and respirators should not be relied upon to protect the 
worker against ordinary routine exposure to benzol fumes, since 
such devices can not be made efficient without at the same time 
making them too uncomfortable to be worn continuously. 

(2) To detect incipient benzol poisoning at a stage when its effects 
can be minimized, it seems essential to the committee that all work- 
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ers to be employed in processes where exposure to the fumes of this 
solvent is involved, should be given a thorough medical examina- 
tion before employment, and reexamined, with systematic blood 
counts, once a month thereafter. In addition to this routine reexam- 
ination absence from work should be promptly followed up by some 
person conversant with the symptoms of benzo! poisoning; and the 
employees themselves should be made familiar with the symptoms 
which are most likely to occur. 

No worker should be employed in a benzol process whe shows 
signs of— 

(a) Organic disease of heart, lungs, or kidneys. 

(6) Hemorrhagic tendencies. 

(c) Anemia or any unusual blood picture. 

Any worker who, on reexamination, shows any of the following 
symptoms should be promptly excluded from benzol exposure and 
transferred to some other department of the industry: 

(a) Hemorrhages from the mucous membranes of the nose, 
mouth, or other organs. 

(b) Decrease of more than the followmg from the employee’s 
normal blood picture (normal conditions to be obtained 
from previous examinations of the individual employee)— 

(1) White cells: Decrease of 25 per cent; but in no case 


should an employee with a white cell count of less 
than 5,000 be continued in benzol processes. 
(2) Red cells: Decrease of 25 per cent. 
(3) Hemoglobin: Below 70 per cent. 
(Nore.—Reduction in white cells is the most important condition 
to be noted.) 
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Recent studies relating to the purification of water and the action 
of various waters on lead and copper pipes.—John C. Thresh and 
John F. Beale. Surveyor, vol. 68, No. 1771, December 25, 1925, 
pp. 579-580. (Abstract by Rudolph E. Thompson.) 

Excess lime treatment—Data derived from the operation of a 
25,000-gallon experimental plant in connection with the proposed 
supply of Southend Water Co., from the Rivers Chelmer and Black- 
water are given. The purification process consisted of excess lime 
treatment, recarbonation, and rapid sand filtration. Sufficient lime 
was added to maintain an excess of 10 p. p. m. after 24 hours, the 
process being controlled by the reaction of the treated water to 
brilliant cresyl blue. With this excess the total number of bacteria 
was reduced from thousands to units, B. coli was invariably absent 
in 100 c. c. quantities, color of treated water was less than 10 American 
Public Health Association units, and organic matter was reduced 
50 per cent. Lime in the form of lime water was found to be more 
efficient and economical than milk of lime. The addition, prior to 
adding the lime, of 1 gr. of aluminum sulphate per gallon was found 
necessary for rapid precipitation and color removal. 

B. coli as an index of fecal contamination.—Contamination by birds 
and fish does not adequately explain the abundance of B. colt in 
certain stored waters, compared with the complete disappearance of 
this organism in water stored under laboratory conditions. In a 
recent investigation B. coli was found to flourish in the presence of 
the weed Enteromorpha intestinalis, which is usually found in brackish 
water but which in this case was growing abundantly in reservoir 
and filter beds. Similar multiplication occurred in presence of 
Oscillatoria nigra. Decaying weeds have been found to give rise to 
an enormous increase in B. aerogenes. These results indicate that 
presence of B. coli is not always evidence of manurial pollution. 


DEATH RATES IN A GROUP OF INSURED PERSONS 


Rates for Principal Causes of Death for May, 1926 


The accompanying table is taken from the Statistical Bulletin for 
June, 1926, published by the Metropolitan Life Insurance Co., and 
presents the mortality experience of the industrial insurance depart- 
ment of the company for May, 1926, as compared with April, 1926, 
and with May and year, 1925. The rates are based on a strength 
of approximately 17,000,000 insured persons in the industrial popu- 
lations of the United States and Canada. 
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The Bulletin states: 


The death rate * * * during May (9.1 per 1,000) was substantially the 
same as reported for that month in 1925. Pronounced increases over last year’s 
May figures were registered in the mortality from measles, whooping cough, influ- 
enza, and pneumonia; but these increases were about compensated by lower rates for 
diphtheria, tuberculosis, diarrheal diseases, and accidents. The May death rate 
was the lowest recorded for any month of 1926, and the decline of 24.2 per cent 
as compared with April is rather in excess of the seasonal drop expected at 
this time of the year. The outstanding factors in the decline from the April 
figure were lower death rates for influenza and pneumonia, the mortality from 
these diseases declining 57.8 per cent and 43.2 per cent, respectively. 

Although the measles rate dropped from 21.3 per 100,000 in April, to 16.6 in 
May, and the whooping cough figure from 15.4 to 11 the May rates are 
still inordinately high for these two maladies, which the average citizen is 
wont to regard as of minor importance when compared with diphtheria and 
scarlet fever. Present-day mortality statistics of these diseases of childhood 
present a striking contrast to those of a few years ago. In this connection com- 
parison of the table with a similar table for May, 1920, discloses a diphtheria 
rate of 16.2 per 100,000, which was much higher than the figure then shown 
for measles, and two and one-half times as high as the whooping cough 
death rate then recorded, despite the fact that 1920 was a year of above-average 
mortality from both measles and whooping cough. In May, 1926, on the other 
hand, we find measles to be the leader among the diseases of childhood, causing 
approximately twice as many deaths as diphtheria. Whooping cough is now 
second in importance with a much higher death rate than diphtheria and ‘is 
charged with three and one-half deaths to every one from scarlet fever. While it 
is true that 1926, to date, has been a year of above-average prevalence of 
measles and whooping cough, it bids fair to mark a new minimum death rate for 
what has always been the most dreaded of the diseases of childhood; that is, 
diphtheria. 


Death rates (annual basis) for principal causes per 100,000 lives exposed, April 
and May, 1926, and May and year, 1925 





























Death rate per 100,000 lives exposed ! 
Cause of death piney 
May, 1926 | April, 1926 | May, 1925 Year 1925? 

en sail es a oath >| silane 
pn Ee a ee ee ee eee 4 913. 8 1, 199.4 | 901. 1 906. 9 
ye EN SERA eT I ee Se aN 1.8 2.5 | 20 46 
WO iktredbciths iepcndndinidéandindnddnbantcticute: 1 16.6 21.3 il 3.3 
aici ttatiind cb anincientittibdadiowhintannemtad 3.4 5.1 4.7 35 
..ti(i‘(‘«é« RR A I Le a 4 11.0 15.4 | 8&1 7.7 
sr IT NRE Ee OSS EES &6 9.0 | 10. 6 10.6 
P| SS I PR: SF 7 38.5 91.3 25.5 21.9 
Tuberculosis (all forms)_-------.---------------.-.---- - 98. 8 114.9 | 104.5 98.0 
Tu is of respiratory system.._.........-..... 86. 4 99. 5 | 89. 3 85.8 
CN ict are ocichdindlgeaiidimetainiginamaiesiod 65.5 77.1 | 67.2 70.5 
RN a cietcotene-necntbinincincanininganincecsaivendl 4 14.0 20.1 | 14.4 15.2 
0 EER aa ee 50. 2 61.3 | 50. 6 53. 5 
Organic diseases of heart ---_.........................- 4 126. 6 171.8 | 126.7 126. 6 
Pneu es a ee 4 108. 4 191.0 | 96. 5 86. 5 
Other Senpereny Gaeeenes . .. sonnei see : 12.5 19.6 | 14.5 13.3 
pO ER ea aS 4 15.4 17.8 | 19. 4 36. 6 
Bright’s disease (chronic nephritis)..................... 69. 6 82.6 | 68.0 69.8 
PR iatidkcdcecawecmdcctennchttiininigntnnhnibaae 15. 2 17.9 15.7 16.5 
|” | A CE RSE A oe 7.8 7.6 | 5.4 6.9 
ES AR TTS 5.9 7.6 | 6.9 7.2 
Other external causes (excluding suicides and homicides) 53. 6 53.1 56.7 64.2 
Traumatism by automobiles ---_...............---_- 14.9 13.5 | 14.4 16. 5 
AR, CUE GE a whe di once nent codicecdacscdebcessdiod 190. 6 212.6 198. 8 190. & 

1 All include infants insured under 1 year of 


1 Based on provisional estimate of lives exposed to risk in 1925. 
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ment of Commerce) 





Week ended 
July 10, 1926 







emies tn: Bevet.n... Sat Jedss nuns Jd iwewaus 64, 650, 237 
Number of death claims... -.-_-.-.--..------.----- 8, 898 
Death claims per 1,000 policies in force, annual rate- 7. 2 








issued by the Bureau of the Census, Department of Commerce) 
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Summary of information received by telegraph from industrial insurance compenies 
for week ended July 10, 1926, and corresponding week of 1925. 
Weekly Health Index, July 14, 1926, issued by the Bureau of the Census, Depart- 
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Corresponding 
week, 1925 


60, 488, 896 


9, 399 
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Deaths from all causes in certain large cities of the United States during the week 
ended July 10, 1926, infant mortality, annual death rate, and comparison with 
corresponding week of 1925. (From the Weekly Health Index, July 14, 1926, 











Week ended July 






Deaths under 1 








~| Annual 
10, 1926 death year 
Cc 1,000 bor. 
ity A COF- | Week | Corre- 
Total Death rape ended /sponding 
deaths rate ! ne os *| July 10, | week, 
1926 1925 





ORE GEO IRIN ca cacswccqeccscedves 













EEA TESS, es 2.8 5. 
Cambridge. --- 18 34.7 . 
EE Galea 27 10.7 k 
CE Bh mcttentnaabsetdidunsesavtptiias 21 10.0 . 
IE Tic cdniks Bille nelidealnasinnwcctnesedilied 624 10.7 .¢ 
RA. adanbecns Concdenansbanien 147 18.6 > 
SEE SS ar Pre 177 9. 6 .f 
i ietiicadicckebmestpens at ae 86 15.7 K 

20. 1 11.3 





Sa ee ee el 0 

SE er ee 39 1L.5 8.4 2 
SRE: III” aS B wit 53 9.7 13.7 7 
ON SE Se ee eee 29 10.4 12.2 4 
TT debtmntabpdistenadiouedtiong hitengneipmnun 274 IL.1 9.5 47 
ED ee Oe ape eae 23 10. 6 10.4 4 
NER es A ae Oe Ye 36 17.2 16.4 6 
DL. -ctidenasdddibthaectgeedhegaenteedil | eae ee See 5 
DERUGD 6.6ch cncdeadbsancindhsthnensodl 30 11.9 9.3 6 
| SO} een oO $5.26 cobdeiel 24 9.1 | 8.8 3 
aE I SR 28 9.2 | 12.0 3 
ER A Ee 7D lncosenescsuadiiokted 3 
OPNBOE. wo. cncnedesccecccpesccccceseue 4 a 0 
Grand Rapids..........-- ea ee 29 9.7 14.9 5 
EL. 5 osccccmipttincdinbvwebnonestecsull og 3 Oe ee 4 
White__..... TE PT ET doves RAST & 2 
0 TSR RS OEE PRS 17 () ONE * 2 
IDS do cc ccccksccpestabinscchbaesa 92 13. 1 14.7 9 
Re Oe eee a ee eee 8 


2 aa Se 9.3 y 

ON OD eee 42 18.7 16. 6 3 
—*. oe ae eee SR. éswwi deene Le mogweled 1 
NS SESS eae eee i . a 





















































~ Footnotes at end of table. 
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July 


23, 1926 


Deaths from all causes in certain large cities of the United States during the week 
ended July 10, 1926, infant mortality, annual death rate, and comparison with 

(From the Weekly Health Index, July 14, 1926, 

issued by the Bureau of the Census, Department of Commerce)—Continued 


corresponding week of 1925. 


































Week ended July a Deaths under 1 
10, 1926 death year Infant 
rate per mortality 
Cit 1,000 cor-| yy ow 
y respond. | Week | Corre- | ended 
Total Death |i a ended /sponding| July 10, 
deaths rate ! eos *| July 10, | week, 1926 
1926 1925 
| Ee Aa See eee Hae RSE RE ae 4 3 74 
| SS DE RS. ak 15 7.5 12.1 3 2 75 
ERB GENET, SHE IY PETES EE 81 23.9 16.7 9 | 
ERS CR RIES ae! Sk ee ae ast laa nn 
ESOL OME EMRE ICO LA: 42 ty + essnpalinted 4 Ret ae sed 
RE a RE ERE RE 102 10.3 7.8 15 6 69 
i ceainitt cnenncnnte git Wiradighiianseatny 4 11.3 10.1 8 6 45 
RMR 2 Rar ANE. 5 Bs 73 27.8 19.5 7 Faron, 
, SS Se Sas ere: a, SS IM 
|, Se OES 28 Fe eee Se 
I ARETE DGS ATT PR ii tinct nash Ralicscacutetil 0 7 0 
SR isthe, Sinaia itnsineaiestniirisaldeetsenchiieneesel 45 12.9 11.4 7 2 96 
EE RT aE 120 14.9 19.7 9 Sk a ee 
| f SE S RTE. TAREE Bt: Cl a ee | re FET 
a 59 i Sees EES EP PS 
i TT: 1,151 10.1 10.7 134 163 54 
SS IEEE PEELS: 145 8.4 9.1 14 16 46 
Brooklyn Borough. _.................- 361 8.4 9.0 42 56 43 
Manhattan Borough _-__............-- 502 | 13.9 14.0 64 75 71 
Queens Borough.....................- 101 6.9 8.0 8 12 36 
Richmond Borough__..............-. 42 15.3 17.0 6 4 105 
nS EE SS TEL 82 9.3 13.0 4 17 19 
EER ST RE ERS * 37 11.1 11.1 5 5 93 
MMi scenentsinccmnilectinoudtnaiel SD Titiceattens err. | | eee 59 
REE AR SER 18 (5) Sara | ea 149 
Ce  ccctinind 42 8.4 9.9 3 7 35 
Ree , a 2 >} ae 
ta FE 48 11.6 13.3 7 2 7: 
, 0 Ore 25 9.1 9.9 3 0 52 
Philadelphia -__- 455 11.8 10.4 31 HD | 41 
Pittsburgh____- 112 9.2 10.5 13 19 43 
Portland, Oreg. a a ESS: Pa ae 2 4 20 
Providence... 48 9.1 12.3 7 3 58 
BE eli ncinsd<wennensctedidiakid 67 18.5 17.1 15 ll 188 
Nh citi a\cunindigpetineniniadaietodad _ eee Cee i are 98 
REESE PT 37 ~~. tindtsde techie } {ee 350 
EEE A EER 64 10.4 11.2 7 4 56 
AS EES RI le BE FT, 216 13.6 15.2 17 , yea oe 
REL ITE AREAS 68 14.3 10.4 3 3 27 
SIGE 9s caichencsghasietdiecadtall 38 14.9 10.8 4 5 55 
IIDC. «<a cpendinemdnaleitensenkiitene 56 14.2 17.4 14 |) ae 
IES - SEER 34 16.1 15.2 2 2 42 
EET ET s 4.5 9.0 2 2 58 
|. ESET SES RES. eS EE RS, Sree | 3 6 28 
EAS LSI, LILO LOE. 16 &3 9.5 $. 1 26 
| ESE HE ED ROS 32 15.3 11.0 2 3 47 
PRPC, RG Is 37 13.3 11.4 5 4 72 
8 a, ERE SECA: Ee 37 10.5 15.5 4 1 51 
ST - 2 PES 20 9.8 8.0 1 1 23 
- SOIR ST aR RAE 61 10.8 1L.1 4 4 39 
i i ee 34 13.2 17.4 2 6 33 
, (ws i Ss RITE 136 13.4 12.3 10 12 57 
, RS Sa SS SE ne: | Sart 25 
ilies tla a aaie dhe als oembeaidiahs 53 oe .. Lubec 2 Sa ee 128 
TES AEE EES. EEE | SRC Me im 1 3 21 
hE RECESS: 30 12.6 12.4 1 2 23 
inlets Sinenitianadeebeisadhcatieltinaubensa 41 11.1 11.8 2 5 23 
etn thinnvdaabictdatiininansales biatasel 22 9.9 8.7 1 3 22 
p ES SI eS, 38 12.0 10.1 4 5 51 


























1 Annual rate per 1,000 population. 


? Deaths under | year per 1,000 births. Cities left blank are not in the registration area for births. 


3 Data for 62 cities. 


4 Deaths for week ended Friday, July 9, 1926. 
5 In the cities for which deaths are shown by color, the colored population in 1920 constituted the follow- 
ing Ferny of the total po tion: Atlanta 3!, Baltimore 15, Birmingham 39, Dallas 15, Fort Worth 
14, Houston 25, Kansas City, Kans., 14, Louisville 17, Memphis 38, Nashville 30, New Orleans 26, Norfolk 
38, Richmond 32, and Washington, D. C., 25. 
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PREVALENCE OF DISEASE 





No health department, State or local, can effectively prevent or control disease without 
knowledge of when, where, and under what conditions cases are occurring 


UNITED STATES 


CURRENT WEEKLY STATE REPORTS 


These reports are preliminary and the figures are subject to change when later returns are received by 
the State health officers 


Reports for Week Ended July 17, 1926 


ALABAMA 


a ee Cae 
Ni catbarkdpsitiat de nanenigtiiinialieathtnniel 
Se eee ee 


| ee ee ee 
TE LE Se A ee 


Smallpox 
EE ere ey ee ee ee 


EEN a a ae 
ES WOE a0 nccaccacccupdadainccccpinth 


ee 
EE Se eee | 
Meesles 
0 Es ea a 
Tuberculosis 
SONGS ocndinpadcctatdaneeananamunggint 


ARKANSAS 


Cerebrospinal meningitis .................... 
I RS, Be a a ee 
ee are 
IIE CIN 0 a sme cieibesniniiicioneaninans 
EE a ee 


A as Siveintannedeien 
lL ERD, 5 SE 
ee 
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EES EE rr Bare bee 
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CALIFORNIA 
Cases 

Cerebrespinal meningitis: 

PO 5 ctatindacncnstlinnintinantnéclbiics 1 

I ds Gandicndnconnpesocscsmanain 1 

San Bernardino County-_...........-.-.. 1 

San Joaquin County-................... 1 
ER SAE ey eet ED 67 
a a Sa 91 
I kth pac cr iteseicclbintep pagina tees 4 
Lethargie encephalitis: 

a eee ee ee 1 

NS eee ens: Poker 1 
ES RE IE nie et AEN. Bat 228 
Snips bedisdenlsinetesiatmnsttemeiindiciageatitiaidl 66 
Poliomyelitis: ‘ 

PIs 5 ad cresemtcnntinnrinadaeicuitmael 1 

IID, 6 sxeicicichcignenststrcnnifaltichenitaestiiitaen einen 1 
oo eee et 63 
Smallpox: 

a ey, ll 

AE AS CR 10 
Sn 173 
(7, | Sees ere 12 
Cf ES a 63 

COLORADO 
Chicken pos.......... assune shia anerianats 24 
BIR ciictii tnntitninndenittecg+snbindind 17 
CY SS See ae os 1 
ERR = EA 24 
I. 66-catdghigttetnesentedeetenscdeten 2 
Rd acetnnndndéisenentennpeuiduéiaal 2 
EES cs Sees pie tH Bee 10 
EE oy Re Sens ae ny ee eee 1 
FINN takin 5 ctghpa heath. ch sancidbcaiindiin 38 
PR Eh iensntcnersecen an etuteundnsanitedaiin 7 
Ee 26 
CONNECTICUT 

URINE: ccmensiobnsidiatdanmaneimnntviaasih 29 
CI nick ccindcicnametmntntnewiasmatponnidl il 
SS MDa oon wncenuthlingetscidpomneen 4 
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CONNECTICUT—Ccontinued 


Tuberculosis (all forms) - ......-..--.-------- 
iin nnndbondnnccédvinehenneiann 
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GEORGIA 


Cerebrospinal meningitis ..__................ 
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Cerebrospinal meningitis: 
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ILLINOIs—continued 
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0 Se eee -Y 
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KANSAS 


Cerebrospinal meningitis: 
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LOVIS!IANA—continued 


: 


Pneumonia Chicken pox 
Poliomyelitis... ....- ee eee ee NN a Diphtheria 
Searlet fever 4 | Influenza 


Typhoid fever 
Whooping cough Poliomyelitis 
Scarlet fever 
Chicken pox 
Diphtheria 
German measles 


Typhoid fever. 
Whooping cough 


Bu Bn we Saw SR 


ET ESS SE CEE nonin 





Zaow 


Typhoid fever 
EE a a 
MARYLAND ! 


Cerebrospinal meningitis 
Chicken pox 
Diphtheria 


is 
a» 


Pneumonia (all forms)_...................-.. 
Poliomyelitis 

Scarlet fever 

Tetanus 

Tuberculosis 

Typhoid fever 

Whooping cough 
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Chicken pox 
German measles 
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5 0 Ee ee 
Chicken os Ophthalmia neonatorum 
Diphtheria v » - 

“ Rocky Mountain spotted fever—Thurlow-.. 
German meastes...........-..--------------- ° Suasiet fever 
Lethargic encephalitis te ane kt oe 
Malaria 


Measles Typhoid fever. 


Whooping cough 
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Pellagra 
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Scarlet fever 


Typhoid fever 
Whooping cough 


Chicken pox 

Diphtheria 

Dysentery 
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Typhoid fever 
Whooping cough 
1 Week ended Friday. 
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NEW JERSEY—continued OKLAHOMA—continued 


Poliomyelitis Poliomyelitis— Kiowa 
Scarlet fever Scarlet fever 


Typhoi.i fever 
Whoop <z cough 
Chicken pox 

SIRT 2:5 cnccwminiplichentbederebiniaiauapeied 
Influenza 
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Typhoid fever 
Whooping cough 
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NEW YORK Typhoid fever 
Whooping cough 


(Exclusive of Buffalo and New York City) 
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Malaria 
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Scarlet fi : 
Poliomyelitis yb 


Scarlet fever 
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Typhoid fever 
Whooping cough 


NORTH CAROLINA 
Chicken pox 


Diphtheria 


Poliomyelitis 
Scarlet fever. 


OKLAHOMA 
(Exclusive of Oklahoma City and Tulsa) Smallpox 


Cerebrospinal meningitis: Typhoid fever 
Whooping cough 


Chicken pox 
Diphtheria 
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TENKESSEE—-continued WASHINGTON— continued 


6 Diphtheria 
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Pellagra _. 
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Smallpox. _.... 
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Whooping cough WEST VIRGINIA 
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Nis do < cocccnsuseddaces 


Dengue 
— Scarlet fever 


Smallpox 
Tuberculosis 


Milwaukee: 
Chicken pox 
Diphtheria 


Poliomyelitis 
Scarlet fever 
Smallpox 
Tuberculosis 
Typhoid fever 
Whooping cough 


~ — 
RSE omewsHS RP Soon 


Whooping cough 
Scattering: 
Cerebrospinal meningitis 
Chicken pox 
Diphtheria 
ee 


Smallpox 
Whooping cough 


8 
5 
4 
3 
2 
1 
4 
68 


Mumps 
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Smallpox 
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Diphtheria 

ES re = 
Mumps 

Poliomyelitis 
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WYOMING 
Chicken pox 
Diphtheria 
German measles 
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WASHINGTON Measles 


Cerebrospinal meningitis: Rocky Mountain spotted fever 
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Reports for Week Ended July 10, 1926 


DISTRICT OF COLUMBIA NORTH DAKOTA 
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Diphtheria 
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SUMMARY OF MONTHLY REPORTS FROM STATES 


The following summary of monthly State reports is published weekly and covers only those States from 
which reports are received during the current week: 
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Number of Cases of Certain Communicable Diseases Reported for the Month 
of May, 1926, by State Health Officers 
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Footnotes at end of table. 
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Number of Cases of Certain Communicable Diseases Reported for the Menth 
of May, 1926, by State Health Officers—Continued 
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? Report not received at time of going to press. 
? Reports received weekly. 

4 Reports received annually 
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* Reports received weekly. 

¢ Reports received annually 
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PLAGUE-ERADICATIVE MEASURES IN LOS ANGELES, CALIF. 


The following items were taken from the reports of plague-eradi- 

cative measures from Los Angeles, Calif. : 
June 21 to June 29, 1926: 

Number of rats trapped 

Number of rats found to be plague infected____.._._..._....----- 

Number of squirrels examined 

Number of squirrels found to be plague infected 

Number of mice trapped 

Number of mice found to be plague infected 
Date of discovery of last plague infected rodent, November 6, 1925. 
Date of last human case, January 15, 1925. 


GENERAL CURRENT SUMMARY AND WEEKLY REPORTS FROM CITIES 


Diphtheria.—For the week ended July 3, 1926, 37 States reported 
934 cases of diphtheria. For the week ended July 4, 1925, the same 
States reported 814 cases of this disease. Ninety-nine cities, sit- 
uated in all parts of the country and having an aggregate population 
of more than 30,350,000, reported 711 cases of diphtheria for the 
week ended July 3, 1926. Last year, for the corresponding week, 
they reported 515 cases. The estimated expectancy for these cities 
was 716 cases. The estimated expectancy is based on the experi- 
ence of the last nine years, excluding epidemics. 

Measles.—Thirty-four States reported 6,941 cases of measles for 
the week ended July 3, 1926, and 2,169 cases of this disease for the 
week ended July 4, 1925. Ninety-nine cities reported 2,483 cases 
of measles for the week this year and 1,259 cases last year. 

Poliomyelitis —The health officers of 38 States reported 27 cases 
of poliomyelitis for the week ended July 3, 1926. The same States 
reported 68 cases for the week ended July 4, 1925. 

Scarlet fever.—Scarlet fever was reported for the week as follows: 
Thirty-seven States—this year, 1,802 cases; last year, 1,052 cases; 
99 cities—this year, 985 cases; last year, 524 cases; estimated ex- 
pectancy, 487 cases. 

Smallpox.—For the week ended July 3, 1926, 38 States reported 
424 cases of smallpox. Last year for the corresponding week they 
reported 331 cases. Ninety-nine cities reported smallpox for the 
week as follows: 1926, 63 cases; 1925, 78 cases; estimated expect- 
ancy, 71 cases. No deaths from smallpox were reported by these 
cities for the week this year. 

Typhoid fever —Four hundred and fifty-two cases of typhoid fever 
were reported for the week ended July 3, 1926, by 36 States. For 
the corresponding week of 1925 the same States reported 784 cases 
of this disease. Ninety-nine cities reported 94 cases of typhoid fever 
for the week this year and 193 cases for the corresponding week last 
year. The estimated expectancy for these cities was 119 cases. 
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Influenza and pneumonia.—Deaths from influenza and pneumonia 
were reported for the week by 94 cities, with a population of more 
than 29,650,000, as follows: 1926, 461 deaths; 1925, 332 deaths. 






City reports for week ended July 3, 1926 


The “estimated expectancy” given for diphtheria, poliomyelitis, scarlet fever, smalJpox, and typhoid 
fever is the result of an attempt to acertain from previous occurrence how many cases of the disease under 
consideration may be expected to occur during a certain week in the absence of epidemics. It is based on 
reports to the Public Health Service during the past nine years. It is in most instances the median num- 
ber of cases reported in the corresponding week of the preceding years. When the reports include several 
epidemics or when for other reasons the median is unsatisfactory, the epidemic periods are excluded and 


















the estimated expectancy is the mean number of cases reported for the week during nonepidemic years. 
If reports have not been received for the full nine years, data are used for as many years as possible, but 

In obtaining the estimated expectancy the figures are smoothed when 

necessary to avoid abrupt deviations from the usual trend. For some of the diseases given in the table 


no year earlier than 1917 is included. 


the available data were not sufficient to make it practicable to compute the estimated expectancy. 





Influenza | 





Diphtheria 
; Chick- | Mea- Pneu- 
Population j Mumps, 
Division, State, and uly 1, wo ny ases, | sles, | cases deathe 
city 1925, 4 re- _ Cases | Cases | Deaths) a a = 
estimate mate re- re- re- | por 
ported | exnect-| ported | ported | ported ported ported 
ancy 











NEW ENGLAND 


Maine: 


is aamaameed 75, 333 0 1 0 0 0 | 15 0 2 
New Hampshire: } 

Comeerd. ..........< 22, 546 0 0 0 0 0 | 2 0 3 

Manchester........- 83, 097 0 1 0 0 0} 1 0 2 
Vermont: | 

| EER: 10, 008 0 0 0 0 0 0 0 0 
Massachusetts: 

eS 779, 620 21 45 20 0 0 68 41 16 

yy Jae 128, 993 0 3 2 0 0 1 0 5 

Springfield _ .......- 142, 065 9 2 0 1 1} 2 0 1 

Worcester -_........ 190, 757 2) 3 1 0 0 3 0 1 
Rhode Island: } 

Pawtucket __......- 69, 760 0 1 0 0 0) 0 0 1 

Providence -.......- 267, 918 0! 7 2 0 0 20 0 2 
Connecticut: | 

Bridgeport -_ __.....- (‘) 0 | 4 2 1 1 2 0 2 

a 160, 197 9 | 4 0 0 0 2 1 4 

New Haven........ 178, 927 5 2 0 0 0 20 0 2 


btindipeneidistan 538, 016 17 y 12 0 1 12 2 9 
WER SE, 5, 873, 356 161 213 200 16 5 167 0 107 
Rochester. - ....... 316, 786 7 5 8 0 0 16 0 6 
petinadineeeed 182, 003 12 5 3 0 0 165 x 2 
ewe 128, 3 3 7 0 0 24 0 2 
2 PERT a 452, 513 23 12 10 0 0 39 16 3 
eee 132, 020 1 3 2 0 0 16 1 1 
Pennsylvania: 
Philadelphia........ } 1,979, 364 55 49 | 7 86 12 29 
Pittsburgh __._.._.. 631, 563 27 16  , rs 1 96 0 21 
Reading. -........... 112, 707 3 2 _. eer 0 8 0 0 


EAST NORTH CENTRAL 


Ohio: 








Cincinnati_........-. 409, 333 2 6 4 0 2 63 3 5 
Cleveland .........- 936, 485 37 18 42 0 1 10 2 9 
Columbus -........- 279, 836 0 2 2 0 0 26 0 2 
| ORR 287, 380 30 5 5 0 1 95 0 7 
Indiana: 
Fort Wayne_....... 97, 846 1 2 0 0 0 34 0 2 
Indianapolis... _..... 358, 819 6 3 4 0 1 5 0 8 
South Bend ---...--. 80, 091 0 1 2 0 0 32 0 0 
Terre Haute.._..... 71, O71 0 0 0 0 0 6 0 0 
Illinois: 
SE EE 2, 995, 239 117 77 32 4 2 253 13 27 
ae 81, 1 1 0 0 0 7 1 2 
Springfield. _......- 63, 923 1 1 0 0 0 7 0 1 































































Sor 
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City reports for week ended July 3, 192€—-Continued 


oro Fok NNT 


oS comp shwOom 


Division, State, and 
city 


| July 1, 
1925, 
estimated 


EAST NORTH CENTRAL— 


continued 


Michigan: 
Detroit 


Grand Rapids_----- 


Wisconsin: 


R acine 
Superior 


WEST NORTH CENTRAL 


Minnesota: 


Iowa: 
Davenport 
Sioux City 


Missouri: 


Fargo 

Grand Forks-.----- 
South Dakota: 

Aberdeen 

Sioux Falls 
Nebraska 

Lincoln 


Kansas: 
Topeka 
Wichita 


SOUTH ATLANTIC 


Delaware: 
Wilmington 
Mary'and: 
Baltimore 
Cumberiand 
Frederick....... ... 
District of Columbia: 
Washington 
Virginia: 
Lynchburg 


Roanoke 
West Virginia: 
Charleston 
Huntington 
SSS 
North Carolina: 
i Sh 
Wilmington 
Winston-Salem 
South Carolina: 
Charleston _.......- 
Columbia _ -_- 
Greenville 
Georgia: 
Atlanta__- 


1 No estimate made. 








1, 245, 824 | 


130, 316 
153, 698 


110, 502 
425, 435 
246, 001 


52, 469 
76, 411 
36, 771 


27, 311 
@) 

16, 809 
93, 134 


69, 754 | 


94, 743 


Population; 


j : j 
| Diphtheria Influenza’; | 


Chick- 
cases 


re- 
ported 








en pox, | 


one Sw an S 


Cases, 
esti- 
mated | re- 

| expect-| ported 
ancy 


| Cases 


} 
; 


an 


Croco wwo 
8 


— 


ry 
-Ooaoo ot 


ee 
-oe 





as 
Ber coo ssw 








“— NK COO SCO Rew -Oonm 


8 con to 


co eroo a oow 
oc oror 


CHS cON oC: 


| 


Cases | Deaths’ 
re- | re- 
ported | ported 


eccoo coco 
coeoooo ocr 











on Y¥ Or 





co oco cos ©9O9°o ©& 
oo ocsce coo eco ¢& 


Mea- 


sles, 
cases 


ported | 


Bro Sx 


ee 








— ee 
ow owe oor 


| 
|Mumps, 
Cases 
re- 


ported 


o enoc oc oso 


eco cco ocsoe er co SS 


Pneu- 
| monia, 
| deaths 

re- 
ported 


4 
~ 


t 


wrwonoeo Otot 
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City reports for week ended July 3, 1926—Continued 





Diphtheria Influenza 





Population 
Division, State, and July 1, 
city 1925, 
estimated 
expect- 
ancy 





EAST SOUTH CENTRAL 


Kentucky: 
Covington 58, 309 
Louisville 305, 935 

Tennessee: 
Memphis.........-- 174, 533 
Nashville 136, 220 

Alabama: 
Birmingham ---.... 205, 670 
Mobile. ........ 65, 955 
Montgomery 46, 481 


WEST SOUTH CENTRAL 


Arkansas: 
Fort Smith 31, 643 
Little Rock 74, 216 

Louisiana: 
New Orleans 414, 493 
Shreveport 57, 857 

Oklahoma: 
Oklahoma City 

Texas: 

Dallas 


coow co oo sco 
re onwo ou oo 
-nwNnoor oS CF CSO 
ocoocoo cf cow SO 
Koco WD KO OF 
ocooor S&S SSO FO 
-ooe lo wr ro 


MOUNTAIN 


Montana: 
Billings......... 
Great Falls 


_ 
no oc oCcUF 


Seeded 


43, 787 
21, 000 


Utah: 
Salt Lake City... 
Nevada: 


ow cS S&S Yo &K SososoSo 
oo fF cS SY S&S oSoSscO 
oe cf cS Sco Sf Koo 

or FY oS KK Oo UOC; Re 


owes 


PACIFIC 
Washington: 
Spokane... 


Tacoma... 
Oregon: 


8 - nwa 





_ 
ob 





























1 No estimate made. 
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City reports for week ended July 3, 1926-——Continued 











' 
Scarlet fever Smallpox Typhoid fever 
= | |Tuber-|- — a ee) hoop- 

’ losis, | | ing 

Division, State, | Cases,, Cases, ee iCases, | cough, 
and city esti- | Cases i- | Cases | Deaths {deaths | esti- | Canes Deaths) cases 
mated) re- | re- | fe mated re- | re- 
expect- ported expect-|ported | ported | [ported | apest-/perted ported | ported 
ancy ancy | ancy 








Deaths 
1} 


Causes 





NEW ENGLAND 


Maine: 
Portland 

New Hampshire: 
Concerd _._...- 
Manchester... 

Vermont: 





— 


| 


I 
Massachusetts: 
Boston - 
Fall River. 
Springfield 
W orcester - _..- 
Rhode Island: 
Pawtucket____- 
Providence _ __ 
Connecticut: 
Bridgeport____- 
Hartford_. 
New Haven 








oo ococcoeo S&S So SO 
-o cOoVCw S&S So 


=O Nee C CO ow 


eoo ofc ceecso 8S SS SO 


om BO moet 


on-o 
— 


MIDDLE ATLANTIC 


New York: 
Buffalo. 
New York 
Rochester 
Syracuse 

New Tors ey: 





Pennsylvania: 
Philade!lphia___! 
Pittsburch_. 
Reading 


EAST NORTH 
CENTRAL 


‘ineinnati_...- 

Cleveland... 

Columbus -...- 

Toledo 
Indiana: 

Fort Wayne_. 

incepepes.-- 

South Bend_ 

T erre Haute 
Nlinois 

Cc hic. ago... 

Peoria ____.-- 

Springfield_. 
Michigan: 





oor}; 
_ 

Seow 

mh 


1 
1 
0 
0 
0 
1 
1 
0 
1 
1 
0 





on-cor 
ocoec oocoune~ 


Grand Rapids_} 
Wi isconsin: 


ceo coo oocceo ococSe 


Milwaukee... 
Racine _. } 
Superior 





eooeo coc cee cece cesoe 


weeeo of owB oenSco 
ooror ee oO oocow conmro 





cocrso cow COOH 





NeKOSoNW OFA OCon 
oooooco cSSOo Ort 


cocooe 
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City reports for week ended July 3, 


Scarlet fever 


Division, State, 
and city 


WEST NORTH 
CENTRAL 


Minnesota: 
Duluth -. 
Minneapolis __ 
St. Paul 

Iowa: 
Davenport....- 
Sioux City... 
Waterloo.__._.-. 

Missouri: 

Kansas City-..- 
St. Joseph 
St. Louis 

North Dakota: 
, 
Grand Forks... 

South Dakota: 
Aberdeen 
Sioux Falls---.- 

Nebraska: 
Lincoln 


Tepeks.......- 


SOUTH ATLANTIC 


Delaware: 
Wilmington - -. 
Maryland: 
Baltimore - - ... 
Cumberland__. 
Frederick__.... 
District of Col.: 
Washington - -. 
Virginia: 
Lynchburg - .-- 
Roanoke 
West Virginia: 
Charleston - - - - 
Wheeling. ..---. 
North Carolina: 
Raleigh 
Wilmington --- 
Winston-Salem 
South Carolina: 
Charleston - - - - 
Columbia 


Savannah 
Florida: 
Miami. 
8t. Petersburg. 
Tampa 


EAST SOUTH 
CENTRAL 


Kentucky: 
Covington... 
Louisville - - . .. 

Tennessee: 
Memphis... --- 
Nashville... ..- 

a: 


Birmingham * 
Mobile. ......-. 
Montgomery - . 


expect- 





Cases, 
esti- 
mated 


ancy 


_ 
oc NOW 
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1926—Continyed 
































Smallpox | Typhoid fever 
— Whoop- 
culo- | ing 

Cases, sis, | Cases, cough, 1 w 
Cases | esti- | Cases | Deaths | deaths! esti- | Cases |Deaths| cases | 9°. 
re- |mated| re- re- re- {mated} re- | re- > 

ported|expect-| ported) ported | ported|expect- ported) ported | ported 

ancy | ancy 

20 3 0 0 0 0 0 0 2 10 
31 5 0 0 6 1 1 0 1 91 
14 2 1 0 1 0 0 0 27 51 
1 1 a ae 0 ae. ae 7 
3 2 B hrccccccckpoceses 0  , =e 0 0 
0 1 |) oe 0 ER Se 
3 3 0 1 1 1 0 6 76 
0 0 0 0 0 0 0 0 30 
42 1 2 he 3 1 0 39 234 
3 0 0 1 0 0 0 0 5 
ie me >) = peneyion A EE. A Laggelrs  e 
2 1 Se See 0 | ea 4 Fae 
= ) en Dt daciecgeieabccksdndetusiinatti~se 
0 0 3 0 1 0 0 0 | 
18 3 4 0 3 0 0 0 1 57 
0 0 0 0 2 1 2 0 15 22 
0 3 0 0 4 1 0 0 5 35 
3 0 0 0, 1 0 2 0 2 24 
14 0 0 0 18 4 3 2 53 199 
0 0 0 0 1 0 0 0 0 13 
0 0 0 0 0 0 0 0 0 6 
2 0 0 0 10 3 0 0 44 132 
2 0 0 0 1 0 0 0 8 13 
3 1 1 0 1 2 0 0 GE Beadenocs 
7 0 1 0 3 1 2 0 3 49 
0 0 1 0 3 0 0 0 0 25 
1 0 0 0 2 1 0 6 6 19 
0 0 0 0 0 1 0 0 0 lt 
0 0 0 0 1 0 0 0 s 8 
0 0 0 0 0 0 0 0 y ll 
1 1 0 0 1 2 1 0 0 23 
0 0 1 0 4 2 3 0 0 23 
0 0 0 0 0 1 0 0 4 RE 
0 0 0 0 1 1 2 0 3 12 
2 5 0 0 6 3 4 2 3 75 
0 0 0 0 2 0 0 0 0 4 
0 0 2 0 0 2 1 0 0 2 
Of.ccnécs 0 0 9 1 1 5 24 
partied Se Tene! 0 0 | eee 0 0 
0 0 0 0 2 0 1 0 0 29 
re ON RR) MES ABS IX D idicdcdddcadeeeonoes 
6 0 0 0 9} 2 4 0 3 98 
4 1 6 0 6 3 5 0 @ |....---- 
0 0 0 0 6 4 4 0 16 49 
1 i 0 0 3 3 4 0 28 54 
0 1 0 0 1 | 1 5 0 1 29 
1 0 1 0 o' 1 1 0 0 18 





























1557 , 


July 23, 1926 


City reports for week ended July 3, 1926—Continued 






























































Scarlet fever Smallpox Typhoid fever 
eee “| ee W hoop-| 
| «| | culo- INEZ | neathe 
Division, State, | Cases, | | Case sis, | Cases, cough =o 
and city esti- Cases | — Cases Deaths deaths esti- | Cases | 7 — cases enue 
| mated | re- |mated_ re- re- | re- mated re- | | Te@- _— 
expect-| ported expect- ported) ported ported expect- — parte d | ported 
ancy | ancy ancy 
Sr Sas Ls af, 
WEST SOUTH | 
CENTRAL | | 
Arkansas: j 
Fort Smith---- 0 0 0) a ee I 0 0 a 
Little. Rock___- 0 | 1 0 0 0 3 1 1 0 } a 
Louisiana: 
New Orleans - - 2 1 | 0 | 0; BD 5 0 0 12 136 
Shreveport - - -. 0 2 0) 0 0} 2 2; 0 0 0 23 
Oklahoma: | | | 
Oklahoma... -- 0 0 2!) 0} 0 2 | 1 2 0 0 25 
Texas: | 
0 See 2 4 1 0 | 0 0 3 1 1] 8 44 
Galveston - - .-- 1 0 0 3 | 0 2 | 1] 0 0 | 0 17 
Houston__..... 1 2 0 2 | 0 0 2 0 0 0 37 
San Antonio-__- 1 1 1 0 | 0 5 1 1 1} 0 54 
MOUNTAIN | 
Montana: 
Billings___.-.-.-. 0 4 1 0} 0 0 0 0 P lethteouas 4 
Great Falls____| 2 0 1 0 0 1} 0 0 0 | 0 ll 
Helena - - -.---- 0} 0 | 0 0 | 0 0 0} 0; 0} 0 3 
Missoula 0 | 0 0 0 0 0 0 0 0 0 9 
Idaho: | 
Pi takerercs 0 0} 0 3 | 0 0 0) 0 0! 0 6 
Colorado: | | | } 
|. 6 5 | 0 0 0 10 l 0 0 | 21 71 
Pueblo... ....--! 1} 1! 0 1 0 + 0 3 0} 0 7 
New Mexico: | | 
Albuquerque -- 0} 1 0 0 0 6 | 0) 0 0} 2 16 
Arizona: } | 
Phoenix - -_..-- 0 0 0 0 0 5 | 0 | 0 | 0 0 18 
Utan: 
Salt Lake City- 2) 0 1 1 C 0 | 1! 0 | 0} 50 | 27 
Nevada: | | 
Rese. ..-...-- | 0} 0 1 i 0} 0} 0 0 0} 0 1 
| | | | 
PACIFIC | | 
Washington: | | 
Seattle... 6 3 | 3 | eee al i | __ ee - 4 HERE 
Spokane 7 3 | 4 CT ee Ser i _) ees | OES 
Tacoma 1 5 2 | 7 0} 0 0 0 0 1} 19 
Oregon: | | } } 
Portlan« 5 8 | 24 0 | 3 0 2 1 | 2) 74 
California: | | | | 
Los Angeles - -_| 12 | 30 2 | 0 0 33 | 3 | 2 | 0 | 13 232 
Sacramente. 1| 1 | 0 0! 0 | 2 1} 3} 0 | 0 | 26 
San Francisco 9 | 10 | 1 0 0 ll 1 | 0} 0} 2 | 155 
| } 
Cerebrospinal ILethargic alls Poliomyelitis (infan- 
meningitis encephalitis Pellagra tile paralysis) 
do : | | 
Division, State, and city . Cases, | 
} esti- 
Cases Deaths Cases Deaths | Cases} Deaths) mated | Cases} Deaths 
expect- 
| ancy 
| 
NEW ENGLAND 
Maine: 
PL on ccciapiccimbaiigansion 1 0 0 0 0 0 0 0 0 
Massachusetts: 
ERT ei =. 1 1 1 0 0 1 0 0 
Springfield 1 1 0 1 0 0 0 0 0 
Rhode Island: 
ee 0 0 1 0 0 0 0 0 0 
Connecticut: 
Og Sa ee eae 1 0 0 0 0 0 e 0 0 
































July 25, 1926 
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City reports for week ended July 3, 1926—Continued 








Division, State, and city 


Cerebrospinal 
meningitis 


Cases| Deaths 


Lethargic 
encephalitis 


Pellagra 


Poliomyelitis (infan- 
tile paralysis) 





Cases, 
esti- 
mated Deaths 
expect- 
ancy 








MIDDLE ATLANTIC 
New York: 
New York City 
Pennsylvania: ! 
PO 0st cncnccdvdietouses 


EAST NORTH CENTRAL 


Wisconsin: 
Milwaukee 


WEST NORTH CENTRAL 


Minnesota: 


PR, cchincnvticacedbeneuet 


Missouri: 
es SL Jive. cncXenndiboeniiepuhiod 


SOUTH ATLANTIC 


Maryland: 
Baltimore 
District of Columbia: 
oe dan. catigrmsaganas 
Virginia: 
Richmond 
ETE RETA. FP RET SS 
North Carolina: 


Wilmington 
Winston-Salem 
South Carolina: 
Charleston ? 
Greenville 


a: 
Atlanta 


EAST SOUTH CENTRAL 


WEST SOUTH CENTRAL 


Arkansas: 

Little Rock 
Louisiana: 

New Orleans 
Texas: 


PACIFIC 
Washington: 
Seattle 
California: 


Sacramento 











oe eo ooo oSOo S&S ©& 








o eo ooo 00 S&S ©& 
oe eo coo oc S&S ©& 














— 


oe oc eco cofc © 
oe oc ooo coco co 9O 











1 Rabies in man—1 death at Pittsburgh, Pa. 


? Dengue—1 case, Charleston, 8. C. 
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The following table gives the rates per 100,000 population for 103 
cities for the five-week period ended July 3, 1926, compared with 
those for a like period ended July 4, 1925. The population figures 
used in computing the rates are approximate estimates as of July 1, 
1925 and 1926, respectively, authoritative figures for many of the 
cities not being available. The 103 cities reporting cases had an 
estimated aggregate population of nearly 30,000,000 in 1925 and 
nearly 30,500,000 in 1926. The 96 cities reporting deaths had more 
than 29,250,000 estimated: population in 1925 and more than 29,- 
750,000 in 1926. The number of cities included in each group and 
the estimated aggregate populations are shown in a separate table 
below. 


Summary of weekly reports from cities, May 31 to July 3, 1926—Annual rates per 
100,000 population—Compared with rates for the corresponding period of 1925 ' 


DIPHTHERIA CASE RATES 











103 cities 
New En 















































103 cities 


New England 
Middle Atlantic 


















































466 
3125 
116 
84 


144 



































¥ The figures given in this table are rates per 100,000 population, annual basis—and not the number of 
: i used estimated as of J y 1, 1925 and 1926, respectively. 


cases 
2 Wilm 
s Pine a hy 


ag se See ve 8. Dak., whey — = included. 
rand For ak., an 

* Grand Forks, N. Dak., and Sioux alls, S. Dak., ¥ fae aa aaa 

’ Covington, Ky., not included. 


102229°—26——4 
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Summary of weekly reports frem cities, May 31 to July 3, 1926—Annual rates 
100,000 population—Com pared with rates for the corresponding period of 1925— 
Continued 

SMALLPOX CASE RATES 














108 cities 


New England 
Middle Atlantic 








West South Central 
Mountain 





EBNESSkLScco 






































103 cities 





New England 
Middle Atilantie.--_.. 


South Atlantic... ._. 

East South Central 

West South Central........ 
SS aes 





























Pacific 




















INFLUENZA DEATH RATES 





4 





96 cities i] | 


New England 
Middle Atlantic 


West North Central_-_-..._-.- 
South Atlantie 

East South Central 

West South Central 
Mountain 

Pacifie 





— oo 

SOON OOS oa 
— 

BOOASN Ff AOQ+*1 Oo 
a 

OOF ooUenNn | - 


noe 
Or Ore woeo ~~ 


— 
e+ SOPH wDoon 


cokucawac on 




















we 























PNEUMONIA DEATH RATES 








#108 | 1 105 








New England | 
Middle Atlantie K | 






































2 Wilmington, N. C., not included. 

*Grand Forks, N. Dak., not included. 

‘Spokane, Wash., not included. 

5 Grand Forks, N. Dak., Sioux Falls, 8. Dak., atid Covington, Ky., not included. 
* Grand Forks, N. Dak., and Sioux Falls, S. Dak., not included. 

7 Covington, Ky., not included. 

*Sioux Falls, 8. Dak., and Covington, Ky., not included. 

* Sioux Falls, 8. Dak., not included 

%” Charleston, W. Va., not included. 
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Number of cities included in summary of weekly reports, and aggregate population 
of cities in each group, approximated as of July 1, 1925 and 1926, respectively 





Aggregate population |Aggregate a of 

Number of cities reporting cases | cities reporting deaths 

Group of cities st 
cases 





926 1925 





8 
z 


3 
BESSIRESE | 8 


30, 473, 


8 
3 


RESSISESE | B 





3 
PRrSp 
3 
= 


PPNLSEY 
BS 


2 
~ 
BEES 


129 
124 
970 
436 
662 
070 
953 
05 


— — 
- 


SER 
2838 


773 
084 


— 
- 


























FOREIGN AND INSULAR 


THE FAR EAST 


Report for week ended June 19, 1926.—The following report for the 
week ended June 19, 1926, was transmitted by the Far Eastern 
Bureau of the Health Section of the League of Nations’ Secretariat, 
located at Singapore, to the headquarters at Geneva. 





PLAGUE p PLAGUE 











Maritime towns 











French Indo-China: 
Saigon and Cholon- 
Haiphong 

China: Amoy 
Japan: 
Osaka 


Iraq: Basra 
Ceylon: Colombo 
British India: 


Dutch East Indies: 
Surabaja__.. 1 1; 0 
Siam: Bangkok 1 86 








Madagascar: 
Majunga 


Bo coecco co | Deaths 
Se ween ee | Deaths 


| 
| 



































| 





Telegraphic reports from the following maritime towns indicated 
that no case of plague, cholera, or smallpox was reported during the 


week: 
ASIA 


British India.—Chittagong, Cochin, Tuticorin, Vizagapatam. 

Federated Malay States.—Port Swettenham. 

Straits Settlements.—Penang, Singapore. 

Dutch East Indies.—Batavia, Samarang, Cheribon, Belawan Deli, Palembang, 
Sabang, Macassar, Menado, Balik-Papan, Padang. 

Sarawak: Kuching. 

British North Borneo.—Sandakan. 

Portuguese Timor.—Dilly. 

Philippine Islands.—Manila, Lloilo, Jolo, Cebu, Zamboanga. 

French Indo-China.—Turane. 

China.—Shanghai, Hong Kong. 

Formosa.—Keelung. 

Japan.—Nagasaki, Yokohama, Moji, Kobe, Niigata, Tsuruga, Hakodate, 
Shimonoseki. 

Korea.—Chemulpo, Fusan. 

Manchuria.—Antung, Mukden, Changchun, Harbin. 

U.S. 8S. R.— Vladivostok. 

(1562) 





1563 July 23, 1926 


AUSTRALASIA AND OCEANIA 


Australia.—Adelaide, Melbourne, Sydney, Brisbane, Rockhampton, "‘owns- 
ville, Port Darwin, Broome, Fremantle, Carnarvon, Thursday Island. 
New Guinea.—Port Moresby. 
New Zealand.—Auckland, Wellington, Christchurch, Invercargill, Dunedin. 
New Caledonia.— Noumea. 
Hawaii.—Honolulu. 
AFRICA 


Egypt.—Alexandria, Port Said, Suez. 

Anglo-Egyptian Sudan.—Port Sudan. 

Eritrea.— Massaua. 

French Somaliland.—Jibuti. 

British Somaliland.— Berbera. 

Italian Somaliland.— Magadiscio. 

Kenya.— Mombasa. 

Zanzibar.— Zanzibar. 

Tanganyika.— Dar-es-Salaam. 

Seychelles.— Victoria. 

Madagascar.—Tamatave. 

Portuguese East Africa.— Mozambique, Beira, Lorengo Marques. 
Union of South Africa.—Durban, East London, Port Elizabeth, Cape Town. 


Reports had not been received in time for distribution from: 


British India.—Calcutta. 
Dutch East Indies.—Banjermasin, Tarakan, Pontianak. 
Mauritius.—Port Louis. 


SMALLPOX ON VESSEL 


At Aden, Arabia.—Under date of June 12, 1926, four cases of small- 
pox with one fatality were reported at Aden, Arabia. The cases were 
stated to have been imported by sea. 


BRAZIL 


Mortality—Smallpox—Disease prevalence— Manaos—A pri, 1926.— 
During the month of April, 126, 156 deaths from all causes were 
reported at Manaos, Brazi’. including measles 1 death, smallpox 5, 
tuberculosis 22, bronchial affections 6, intestinal disease 25, and 
malaria 25 deaths. 

Yellow fever —Information received under date of June 26, 1926, 
relative to the yellow f-ver situation in Brazil states that there were 
no reported cases in any of the large coast cities, and that the water 
fronts were safe. Cases of yellow fever were reported from various 
places in the interior of Bahia, Pirapora, and Minas. Mosquito 
indices appeared to be safe except at Maranhao. 
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CANADA 


Communicable diseases—Province of Ontario—April 26-May 29, 
1926—Comparative.—During the period April 26 to May 29, 1926, 
communicable diseases were reported in the Province of Ontario, as 
follows: 





1926 





Deaths 





Cerebrospinal meningitis 

CREA CE AE ELPA S ELE NEO AES ORI SES Fe BEE FT 
Ohicken pox 

Diphtheria. 

German measles 


Poliomyelitis 
Tl. ovcnsnbabedainmaeoanundiics dipabnpsamnibatinantindimel 


Typhoid fever 
Whooping cough 

















Smallpox.—Smallpox was reported at 16 localities, with the great- 


est number of cases, viz, 10, at Pakenham. At Orillia and Toronto 
7 cases each were reported; at Waterloo, 6 cases, at Sarnia 4 cases, 
at Kitchener 3 with 1 death. 


EGYPT 


Plague—June 4-10, 1926—-Summary.—During the week ended 
June 10, 1926, 5-cases of plague were reported in Egypt, making 
a total from January 1 to June 10, 1926, of 56 cases of plague, as 
compared with 64 cases reported during the corresponding period 
of the preceding year. Of the 5 cases reported for the week 
ended June 10, 2 cases occurred at Suez. 


ESTHONIA 


Communicable diseases— May, 1926.—During the month of May, 
1926, communicable diseases were reported in the Republic of 
Esthonia, as follows: 























Population, 1,107,059. 
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JAMAICA 


Smallpox (reported as alastrim)— May 30-June 26, 1926.—During 
the four-week period ended June 26, 1926, 99 cases of smallpox 
(alastrim) were reported in the island of Jamaica exclusive of King- 
ston. No cases of alastrim were reported at Kingston. 

Other diseases.—Prevalence of other diseases was reported as 
follows: Measles—general, four cases; Kingston, 23 cases; tuberculosis, 
pulmonary, general, 44 cases; Kingston, 10 cases; typhoid fever, 
general, 43 cases; Kingston, 9 cases; whooping cough, general, 222 
cases. Population, estimated, 1921, 858,118; population of King- 


ston, 62,707. 
MEXICO 


Mortality — Communicable disease prevalence— Durango—June, 
1926.—During the month of June, 1926, four deaths from tuberculosis, 
all forms, and four from typhoid fever were reported at Durango, 
Mexico. Population, estimated, 35,000. Typhoid fever and para- 
typhoid were stated to be endemic. The prevailing diseases in the 
city and vicinity during the month of June, 1926, were stated to be 
dysentery, tuberculosis, typhoid fever, and whooping cough. 


SALVADOR 


Mortality—Communicable diseases—San Salvador—April, 1926.— 
During the month of April, 1926, 53 deaths from all causes, were 
reported at San Salvador, Republic of Salvador, including gas- 
troenteritis 23 deaths, measles 6, tuberculosis 23, and typhoid fever 
1 death. Population, 83,000. 

Republic of Salvador— Mortality— Malaria.—During April, 1926, 
2,710 deaths from all causes were reported in the Republic of Salvador. 
Population, 1,500,000. Malarial and related fevers were stated 
to be the prevailing diseases in the country. 


CHOLERA, PLAGUE, SMALLPOX, TYPHUS FEVER, AND YELLOW 
FEVER 


The reports contained in the following tables must not be considered as complete or final as regards 
either the lists of countries included or the figures for the particular countries for which reports are given. 


Reports Received During Week Ended July 23, 1926! 
CHOLERA 





Remarks 





May 16-22, 1926: Cases, 2,174; 
deaths, 1,294. 
May 30-Jume 5-..-.. 


May 22-June 5.... 
Stated to be for Saigon. 

















1 From medical officers of the Public Health Service, American consuls, and other sources. 
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EVER—Continued 





Reports Received During Week Ended July 23, 1926—Continued 



































PLAGUE 
Place Date Cases | Deaths Remarks 
China: 
i iidindimmetkumneonnell May 30-June 12... ee Deaths not reported. 
| ERS See a ae June 4-10, 1926: Cases, 5. Total, 
fo 1-June 10, 1926, 56; corre- 
onding period, preceding preceding year 
Ee eee Se a a! a awe hee May ST: 8-15, 1926: Cases, 10,356; 
SN a nnntedcoudiiababine May 23-29. ....... 2 2 deaths, 7,466. May 16-22, 1926: 
| 4 FSS June 6-12. _.....- 6 5 Cases, 8,194; deaths, 6,423. 
— Presidency ........| May 16-22........ 12 6 
ES A.” May 30-June 5.... 2 2 
Indo one 
; PURE. didicicsdcccocsctted May 23-June 5_... 3 1 | Stated to be for Saigon. 
ava: 
s i ashabncecsvedungied May 22-28. ....... 8 8 
ee Pern May 23-29_....... . 1 
SMALLPOX 

June 1-10.......-- © heesesoecs 

Pe ee ee 5 

May 30-June 19_.- 14 14 

May 23-June 5.-... 26 31 

July 4-10.......... ff PES: 

Apr. 26-May 29--. 3 1 

ee all ERs Tae | Re 

eae _ MEARE yy ER 

ea. ® are {| Saas 

ty Gb Scteboicdd _ ; Oe 

May 36-June 12... 

.| May 31-June 13_.- R 
Present. 
Do. 

June 6-12......... | Baa South Manchuria Ry. 

Ssesnd a a | RAE Do. 

aiid | Nia ae Ses 4 Sees. Do. 

ar | eee. SERA Do. 

ad a | Sere Do. . 

slit SRS SRS yg Ree Do. 

May 23-29-_....... ) See Deaths in Chinese and foreign 
pulation, international and 
rench. 

ST rciintncssbinniinvncsinaionedl May 30-June 5..../........}......--.- Present in sporadic form. 
n: 
ee May 1-31_........ yy A Le 
ied actndetiguatncdeda OCs adi settee 2 1 
Egypt: 
pa May 29-June 10__- 7 
eT OER OD peg EOE SOR ET reas, May 1-31, 1926: Cases, 1. 
France: 
ET Ft June 915.......... PB hudesaned 
Great Britain: 
May 16-22, 1926: Cases, 7,110; 
deaths, 1,834. 
May 30-June 26, 1926: Cases, 99 
(reported as alastrim). 
East Java and Madoerr....) May 915......... 10 1 
Mexico: 
Guadalajara...............- June 29-July 5. . 1 
Torreon. June 1-30. 7 
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PLAGUE, SMALLPOX, TYPHUS FEVER, AND YELLOW 
FEVER—Con 


Reperts Received During Week Ended July 23, 1926—Continued 








SMALLPOX—Continued 
Place Date Cases | Deaths Remarks 
Port 
ee SNE Pe May 30-June 19- - - ROS Se 

Siam: 

oi ont nnccnsinacds May 23-29. ....... 7 3 
Union of South Africa: 

Cape Province— 

Idutywa District.......|-...- SP cnsincii eacnizidiamenenst th daeatel Outbreaks. 
ee Pe lctthel nests weultiediicdemtienabbasceccscnDicassadainanaen Three cases, with one death, at 





Aden, Arabia, stated to have 
been imported by sea. 








Algeria: 







































































DB sacedinsancntatnind June 1-10_.......-- ee 

Chosen: 
ee May 1-31-.~........ 28 1 

OR A, See eae ee er May 9-15, 1926: Cases, 101; 

deaths, 5. In District of 
Lwow. 
Tunisia: 
Pi as ci wotinisisthapacen June 11-20__....... * 
YELLOW FEVER 
ee ee Reported June 26 -}........}...-.----- | Present in interior of Bahia, Pira- 
“  Ngispeai 2 Seiad ie has Me 1 1 pora, and Minas. 
Reports Received from June 26 to July 16, 1926! 
CHOLERA 
| 
Place | Date | Cases | Deaths | Remarks 
| | | 
| 
0 RE I OE ee eee Cae Apr. 18-May 1, 1926: Cases, 30; 
eaths, 24. 
Freneh Setiisananite $6 Da Ssiciw ncn penncccndinssdvidntsaatone Mar. 7-Apr. 10, 1926: Cases, 13; 
deaths, 13. 

Inde. «os usedesdand sedsddoorieuchbttie cncesecckataasdiseenendottvedt ss: Gt. Tee on ee 
Caleutta ‘Apr. 4-May 22--.- 420 379 | ,368; deaths, 5,146. 
Madras... May 16-June 6.4 2 i 

Rangoon. ...... -| May 9-29. -........ 18 13 

Indo-China: 
rer eae May 2-15. -........ 52 48 

Philippine Islands: 

| SUED SE eee May 18-24_....... 2 2 
Provinces— 

Bndtivinnntemaaomen Apr. 18-24_........ 1 1 

] BE, seccgenescnuine Feb. 21-27......-.- 1 1 

Siam: 

Weis icintcbesdtccodunad May P48. - ...<... ~ 844 508 
PLAGUE 

Azores 
St. Michaels: 

CS , ae ae May 9-15. .....-.. Sree 

GENS wsinenpisicins May 15-29-..-..... 2 1 

China: 

PO eT ee eee Apr. 18-May 29_../......-- 30 | Quite prevalent. 
Nanking RL I: |. AE 8 aah Bt May 9Jumne 5- -.-./....-.-.}.----- Prevalent. 

Ecuador: : 

Guayaquil ..._... a-<+-<s2s-| May 16-June 15--. 3 ee Rats taken, 20,877; found in- 
fected, 18. 

' From medical officers of the Public Health Service; American consuls, and other sources. For reports 

received from Dec. 26, 1925, to June 25, 1926, see Public Health Reports ‘for June 25, 1926. The tables of 


epidemic diseases are terminated semiannually and new tables begun 
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Reports Received from June 26 to July 16, 1926—Continued 











PLAGUE—Continued 
Place Date Cases | Deaths Remarks 
En SS Senn Sonn May 21-June 3, 1926: Cases, 12. 
On Jan. 1-June 3, 1926: Cases, 51. 
\ aan 
eer) — 4 3 
Province— 
IN. conncumatasal May 2-June 8_... s 2 
Go conccedipens See 1 1 
7 2 | Including Piraeus. 
4 2 Do. 
2 1 
Apr. 25-May 8, 1926: Cases 
20,330; deaths, 16,240. ’ 
pouber a May 2-22. ....---- 9 ) 
| SRE eeewE May 23-June 5-.-- 4/- 4 
Madras 1 panama iii daca 7 a4 .35- May 15.-- 37 35 
Sn tear ened aeppieivensianael ay 9-29. ....---- 5 4 
Fh Apr. 18-May 15.-- 107 61 
5 Yokohama...........-.-.-. Reported July 6-..- ; ae 3 
ava: 
inn niaintnnieintisennll Apr. 24-May 21--- 39 39 
I iccsncnodmesadsid Apr. 11-24.......-- 3 3 
DR ORRRISENS.....ncccoccococccccculeccoccdecccecsucesssbccoccaincesnce=s Apr. 1-15, 1926: Cases, 42; deaths, 
Moramanga Province...... Agr. 1-18.....2-<-- 2 2 | Septicemic. 
Tananarive Province— 
Tananarive Town----.-./...-- a 3 3 | Pneumonic and septicemic. 
Other localities........- a “CORRES 37 34 a ea ta icemic. 
Feb. 1- 31, 1926: Cases, 81; 

















deaths, 62 
May, 1926: Cases, 23; deaths, 10. 
Present. 
Do. 
Pacasmayo, om, 2; _ Trujillo 
, cases, 2 
Lima City, 1 case; country es- 
tates, 1. 
Jan. 19-Feb. 25, 1926: Cases, 7. 





eee I ee  ceocesebeccatgene “~- 1-30, 1926: Cases, 3; deaths, 
Btraits Settlements: , 
© sadeedeaooet May 2-8. ......... 1 1 
OS ee Sere SOD .nccctmgccved 3 |........-.] 9 cases 30 miles south of Kairouan. 
Union of ‘South Africa: 
Cape Province............- May 9-22. ........ 5 3 
Orange Free State— 
Hoopstad District— 
eirecen May 9-22......... 3 3 
SMALLPOX 



































- 


June 6-12........-.] 








May 30-June 12, 1926: Cases, 46. 


May 30-June 26, 1926: Cases, 36. 


May 30-June 19, 1926: Oases, 16. 
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EVER—Continued 
Reports Received from June 26 to July 16, 1926—Continued 
SMALLPOX—Continued 
Place Date Cases | Deaths Remarks 
China: 
pO ee \ 22 ees Saw 8 
CD. ccancnabvnnetl May 2-202. .......|...---<s)nsuanedd-o Present. 
| | ATT RT MRSS: estate bechureet Do. 
ON See May 2-15... ...... 4 3 
Manchuria— 
SS May 16-June 5... South Manchuria Railway. 
ee ee ee ae May 16-22. ....... Do. 
Changchun. .......--.-- May 16-June 5__.- Do. 
 ncttieramesanvdq4 Apr. 26-May 9-... Do. 
SRE STS ae __ ees Do. 
Harbin May 14-27........- 
Ts a6<ccnccsneodiiiees OO..i. diRoccons Do. 
NS FERRE ee ae ee Deo. 
OT ERE TES G0. s5e Do. 
| EE ae Mpa dofscunsces Do. 
Teshihehiac..........-.]---.- cheiicdwacsina Do. 
Wa-feng-tien__.......-.|-..-- ap eee Sat Do. 
ORRIN, cttsisn osnescenddod | jf. |) a ores Meer Present. 
en ae Re Se May 2-22. ........ 7 24 | Cases: foreign. Deaths, popula- 
tion of international conces- 
| sion, foreign and native. 
I a. cctabembtbebnepeend a SR ie SR Sporadic. 
I bi ccincceddeo<cod eee ee sd epentntes | Present among troops, 
Egypt: 
Alexandria...............-- May 15-21_.....-- ot Boer Lh 
OT Ey aE Mar. 1-31. .......- f ibimericety 
French settlements in India....| Mar. 7-Apr. 10_..- 127 127 
Great Britain: 
England— 
Bradford. .-.| May 23-29. ....... 3 haut amebed 
Newcastle-on-T yne. _-- June 6-22. ......s- 1 Reni 
Nottingham.........--. May 30-June 5-_..- D Wikdintecheon 
Sika nstnnboontgm< June 13-19_.......- } 9 DE 
Sens catetd bist «dtd cangrigrthonnce sescdenvencenbehecennsce |---------- Apr. 25-May 15, 1926: Cases, 
) ER er eieaes oo. 7 eeetehate 88 | 48 20,853; deaths, 5,336. 
SE an trcaiinintinnded | A eee 165 | 150 
Sn iaths -chdaweatineeod May 16-June 5__.- 29 | 10 
DS caccaddibctebedgvesd May 16-29. ....... 5 3 
I. cntuthndinctoawodo 4 May 9-29. .......- 6 2 
Indo-China: 
ls: cieteccndanientna May 9-15. ........ 1 dencat< 
Iraq: 
NE, ota odendnoomeged May 9-29_.......- 1 Sree 
ea cee Apr. 18-May 2... 4. 20 13 | 
) a Se lt SE eS Cee eee Mar. 28-Apr. 17, 1926: Cases, 10. 
Japan: 
: RE ne iene ae May 30-June 5 | ee 
PIE a ntacbenatdcmadee PN WP on lnc ceeleccccnea 1 
Taiwan Island --..........-. May 11-20. -......- «| eee 
WE Sap nnccccosased May 2-8. ........- , | Pra e 
Java 
Datewle. ose sic. scecsscess..- May 15-21. ....-..- Socsss2<5- Province. 
East Java and Madoera....| Apr. 11—-May 8-.-.. 16 1 
I bcinciitusintaatiindel BOP. SBiknccacocas 6 1 | Interior. 
EERE ATES ESSE EE OC UES OS ee Apr. 1-30, 1926: Cases, 3. 
Mexico: 
Aguascalientes. ............ OS aS ee 5 
Guadalajara................ ae 2 
SD Ea May 16-June 5. .- |) eae, Including municipalities in Fed- 
eral District. 
San Antonio de Arenales...| Jan. 1-June 30...-.|......__/....------ Present. 100 miles from Chi- 
San Luis Potosi............ > eee eee . 7 huahua. 
NN 6dtbdbsbitincewced 2 See eee 2 
era 9 ae ae 10 
| ES SOG GET ME RS a TEREST SRE aM ee Feb. 1-Mar. 31, 1926: Cases, 270 
deaths, 12. 
Ne ERE TEESE! ELISE) ERENCES PR Bate Te Mar. 28-May 1, 1926: Cases, 12; 
Portugal deaths, 1 
Pe ctincsidiniiemainetinneel Apr. 26-May 23..-}........ 3 
ce ee EEE TEE RE May 23-June 5---- € Ln cacccone 
ie NR TRS CSIR I ES VR Jan. 1-31, 1926: Cases, 492. 
Siam: 
0, ees May 2-22.......-- + 8 
Straits Settlements: 
Fee a AES Bee Apr. 25-May 1---- 3 ee eee 
| SON Keds EES AA epee Apr. 1-May 10, 1926: Cases, 6 
Union of South Africa: 
Transvaal— 
Jobannesburg.........- May 9-15. ......-. I Recsbwdtconitads 
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Reports Received from June 26 to July 16, 1926—Continued 
TYPHUS FEVER 





Date Cases 





May 21-31 


May 23-29. ....... 
Apr. 29-May 5...- 


Reported May 1, 1926. Occur- 
ring among troops. 

Present among troops, May 1, 
1926. Locality in Chungking 
co! district. 


Ireland (Irish Free State): 
peng (Queenstown) 


Mar. 28-Apr. 17, 1926: Cases, 2. 

Mar. 28-Apr. 10, 1926: Cases, 15. 

Mar. 1-31, 1926: Cases, 38; deaths, 
5. 


May 16-June 5_..-. Including municipalities in Fed- 

eral District. 

June 13-19 Do. 

June 13-26 Present, city and country. 

Mar. 1-31, 1926: Cases, 140. 

March, 1926: Cases, 6. Exclu- 
sive of Bedouin tribes and the 
British military forces. 


Mar. 28-May 8, 1926: Cases, 
680; deaths, 55. 

Mar. 1-31, 1926: Cases, 41. 

Jan. 1-31, 1926: Cases, 2,956. 

.| Apr. 1-May 10, 1926: Cases, 64. 
April, 1926: Cases, 85; deaths, if 


T 

Apr. 1-30, 1926: Cases, 71; deaths, 
11. Native. 

Outbreaks. 

Sporadic. 

= I-80, 1926: Cases, 4. Na- 


ane "1-30, 1926: Cases, 7. _ Ne 


tive 
Apr. 1-30, 1926: Cases, 3; psaite, 
3. Native. 

















YELLOW FEVE 





May 9-22. ........ 




















